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1. MPOXQIIIKA XTOIXEIA

Ovopotenr@vopo : Kaoon EvoavOia

Hpegpopnvia yévwnong : 5 Maptiov 1967

Tomog yévvnong : AbMva

EOvikotnto/Yankoétnta : EAAnvua

Aed0vvon owkiag : Ké&dpwv ko Kompov 22, Apocid
Tniépovo owiog : 210-6210583 /6974856280

AwevBvvon gpyoaoiog : Mwpdc Aciog 75, 'ovdi, A6nqva, TK11521
Tniépomvo epyaciog : 210-7462699

H\ektpoviko Tayvopopeio : ekassi@med.uoa.gr

2. TIAPOYXZA OEXH
Enikovpn Kabnyntpwe oto Epyooctipo Buooloyume Xnuelog g latpikng Xyoing tov
[Mavemotnpiov Adnvav (Atevbuving Kabnynmg kog A6. Ianapacireiov )(axo 30/10/2011).

3. YIIHPEZIA YIIAIOPOY

Aypotikdg latpdc oto Kévipo Yyeiag Apedomoing — Ilepupepicd latpeio T'epolpévo (oo
lovovdpio 1992 usypr Anpitio 1993)

4. EKHNAIAEYXH-METEKITAIAEYZH-AIITAQMATA

Eyxvkieg omovdég:

1980-1984 30 Avkeiov AOnvadv Babuog Arolvtnpiov «Apiota» 19 6/11


mailto:ekassi@med.uoa.gr

Iportvoxn Exnaidogvon :
1985-1991, latpikn ZyoAn|, Apiototéreto [Tavemotuio Oescarovikng, Babuoc ITtuyiov 9
«AproTon

1991, ‘Adeia acknoemg tatpkod enayyéipatog (Nopapyio AGnvov)

Merontoyiokn Exnaidevon :
o E&edikevon :
= 1994-1996, Ewdikevopevn [Maboroyiag, B’ TTaBoioywkr KAwvikn, TI'N
«EAmig» (AevBouvtng Hp. ®ikng)
= 1997-2001, Ewwkevopevn Evookpivoroyiag, Evéokpivoloywkn kot
Awpnroroywr) Kavikny  TIIN «.T'evwnuotdey» (AtevBouvrg I'.ITwoitc)

Tithoc Ewikevong : 2001, Evdokptvordyog

Adew Acknoewg latpung Ewdwédmrag : 2001, Nopopyio AGnvov

Awdoxtopikn dwtpPn :

o 1996-2004, Oépa : “Mopilakn HEAETT TOV LTOSOYEN TV OIGTPOYOVHOV GTOV
Kapkivo Tov pootol Kot otov Zvotnpatikd Epvdnuotodn Avko”, Epyactipilo
Broloywkrg Xnuetac— latpikn ZyoAn — [avemompio AOnvov, emPrénov pérog
Av. KoOnyfepra I1.Movtodroov, Babuog : Apiota

Eé&sdikevon oto EEmtepikd latpeio Avopikic Yroyoviudtnrog tne Ovporoyiknig
KAwvicng tov TI.T.N. Ap. ®Aéuyk (A/vtig Ap. N.Avtoviov) :

o And tov lavovdpio 2003 — IoHvio 2003 mapakorovbnca 1o EEmtepikd latpeio
Avdping Yroyovipotntag g Ovporoywng Khvung tov ILI.N. Ap. OAguiyx
(A/vtig Ap. N.Avtmviov) OOV KOl GUIUETELYO GTNV O1OLYVAOGTIKY| TPOSTEALNCT,

Oepancio Kot mopakorovOnon mowkilov achevdv pe TPoPANLLATO VITOYOVILOTNTOG

Meteknaidogvon 610 EMTEPIKO :

o 02/02/2000 é¢wg 20/07/2000 Meteknaidosvon oto Epevvntikd Epyastiplo tov



Tunuatog Evéokpivoroyioag kot MetafoAiikdv Noonudtwov tov Leiden University
Medical Center, the Netherlands (Director: Prof. S.Papapoulos). MegAétn g
KUTTOPIKNG KOl LOPLOKTG OPACTC TOV SIPOCPOVIKMOV KOl GTATIVAOV GE
KOAMEPYELEG 0GTEOPAACTMV.

4

Eéveg YMDoosgs ¢ Ayylka (Apilota).

5. AIAAKTIKO/EKITAIAEYTIKO EPT'O

A) Hponroyiakiy ekraiosvon

o 2004- topa: Awdackario oto podnpoata Bioynuelog amd appifedtpov,
Epyaotmplakéc/Opoviiotprokéc aoknoelc, EEetdosic-AlopBmaceig I'pantdv otovg B-gteic
eortntég g latpikng kKo Odoviiatpikng LyoAng tov Iavemotnpiov Adnvav (I' kot A
eEapunvov) . Ta pabfuata apopovcay cuvorkd: 1) [ Avkolvon ko pbuicn s 2)
Neoylvkoyévean koi poBuion s 3) Bioodvheon kai katafoloog movpivay Kot mopiuionvay
4) ®povuotnpioxn doxnon Bioynueiog I « Zaxyopwong diofntney 5) Alovag vmobolduov-
vopvang (ooun, froadvlson-éxipion, poOuIoy EKKpIoNS, TPOTOS OPLONS KOl OPATELS TV
vroBoiauovropuolakmy Topoyoviwy) 6) Avéntikn opuovy-Aviiorovpntiky opuovy (ooun,
Proadvieon-sxxpion, poOuion éxkpiong, Tpomog dpaons kai opdoeig) 7) Olokinpwon
uetoforiouod 8) Ovpeociong (Ilobopvaioloyio Ovpeoeidots, YrepOvpeoecidioudg,

YroOvpeoeioiouog, tpomog dpoang twv Gupeocidtkwv opuovav)

e 2006- 2011 : MaOnuata Bioynueiog amd apeifedtpov, Dpoviiotnplokés aoKNOELS,
E&etdoeig-Alopbmceig I'pantdv 6toug potrtntég g NoonAevtikng LyoAng tov
[Movemotuiov AOnvav. Ta padnupata apopovoav. 1) I'lvkolvon kou pdBuion g,
Neoylvkoyéveon kar poOQuion g, I'ivkoyovoodvhean kou pobuion g, I'Avkoyovolven kou
pOOuion g, 2) O1 Qopeocidikés OpUOVES EIVAL ATOPAITHTES YI0. TNV OVATTOSH KOL TH
olopopomoinon ki oieyeipovy ) avvlean e1oikav mpwteivav 3) Oroxinpwon uetaforiouod

(ppovrioTyploxy doknon)



e 2004- 2014 : Zvppetoyn oTig TopaddCELS TOL KAt eTAOYV podnuotog g latpikng kot g
Noonievtikng Zyoing: «Epyactmprokn Alayvootikr Blioynueia kot Avocofloynueion pe
Oéuarta: 1) Ovpeoeiong (Ilobopovaoioloyio Ovpeoecidoois, YrepBOopeoeidiouag,
YroBvpeoeidiouog), 2) Metaforiouog I'iokolns kou Zaxyapmong Awofinng, didyvwon koi
TlapoxolovOnon tov Laxyopwoovg Awafnty, Arofntixn Ketoléwon

o  2012-tdpa : Zvupetoyn oTiC TAPAdOGELS TOL KAT' EMAOYRY pabnqpatog g latpikng «Kivikn
Evdoxpivoroyioy (Yrevbvvn Kab. ko E.Awopdvn) pe 0épa : Oykor vmégovons

P) Metarroyiokxny ekraidcvon

e 2013-topa: Examidevon teccdpov swdkevopévov Evookpivoroyiag, Evdoxpivoroykd
Tuqua, A' ITaBoroywkr Kivikn, Aowd Noocoxopeio, EKITA, 2014-t@pa  Zvupetoyn
o1 dwaockaiia Tov Atatunpotikov Metantuytokot [poypdupatog «Kiwvikn Bioymueia
- Mopuokn Awyvootikn» tov EKITA (Emetp. YrebOvvog @ Kabny. M.®paykoving) pe
0épna Larxyopwons Awofntns :Opiouds, Ilabopvoioloyio, Aicyvawon, Tomov, Oleies kai
Xpovieg Emimlokég.

e 2012-t0pa: Xvppetoyn ot owackaiio tov IIpoypdpotog Metomtuylak®v Enovdnv
(IIMX) Tatpwng Xxolng EKITA  «Mopwkny xoar  Egappoopévn  dvcloroyion,
(Emot.Yrevbvvog : Kabnyntig M.Kovtoiépng), e Oéuo Evdokpivoloyio tov Appevog
Ka1 Onleog Avamopoaywyikod ZooTiuatog.

e 2009-tapa : Zvppetoyn ot dwdackorio Tov [IMXE Tatpikng ZyoAng EKITA « 'Epguva
o [Nvvoukeio Avaropaywyn» (Emotp. YredbBvvog : Kaf. I''Maoctopdixog) ota miaicio
10V podnpotog «Mebodoroyia Kot TPAKTIKES EPOPLOYEG TNG EPEVVAG CTOV
vrepovopoyovioud» pe Béua S1leEne Oepancio daovTpLyiouod.

e 2009-t@pa : Zoppetoyn ot dwackario tov [IME «Kivikn Xnueio I» tov Tunupatog
Xnueiog EKIIA (Emotu. Yrebbvvog : Kadny. E.Awavidov) pe 0épata dtarééemy 1)
Ovpeociong- oratapoyés Acitovpyiog kot opuoviko mpoeil, 2) Ooteomdpwon - aitio,
ogyvaon, Gepameia.

o 2008- tapa : Zvppetoyn ot dwdackorio Tov [IME latpikng ZyoAng EKITA pe titho
«Metaporikd Noorjpata tov Ootovy (Emot. Yrnevbuvog : Kabny. I'.Avpitg) pe 0épata



dwAéEewv : 1) XounAo Aviotnuo kar ovntikn opuovy, 2) YromapaBopeocidioudg, 3)
Kanviouo kou oareomopwaon, 4) Metadoon evoorxpivikawv unvouatwv-Opuoves (rertioio,
OTEPOELON, OUIVES, 0EpLa), 5) Muyaviauog dpaons opuovarv-Ymodoyeis opuovav, 6)
Evoorpivikoi aéoves ko dpyava-atoyol, 7) Ouoroarocio oofeotiov, Ouoiotaoio.
PWOPOPOV-UoyVHoion, 8) KAvike, Topadeiyuato o1oTopoymy ouolooTaciog TV HETAILMY,
9) Octeopaiaxio, 10) Asvtepomobdng Yrepropabvpeocioiouog, 11) Zovopoua
ovoamoppopnons acPeotiov 12) Wnt/f catening onuatodotiké puovomart kai 0oTikog
oynuotiouog 13) Ca-sensing receptor xou ootk avoxozaokevyy 14) PTH, Bone
Morphogenetic Proteins xa: ootikij ovaxarookevii

2004 : Zopupetoyn ot ddaokaAio Tov Tpaktikod Xepwvopiov Teyvikmv Moplakng
Buoroyiag g EAAnvucic Etaupeiog latpikng Brioymueiog. ta miaicio tov cepivapiov
aVTOV S13GYTNKOAV 01 KATMOL TEYVIKES poplakng Ploroyiag: 1)Amouovwaen DNA amo Aevka
ayoopaipia 2)Aviyvevon koi tomomoinon HPV ue alvoidwty ovtidpaon molouepdong
(PCR) 3)Aviyvevon ko tomomoinon CMV ue PCR 4)Aviyvevon ustorrdéewv mopayoviwv
Opoupopilioc (MTHFR, Leiden, PTH20210) e multiplex PCR.

2004-2005: Zvppetoyn otnv SIO0CKAALN KOl EPYACTNPLOKT EKTOIOELON TOV
petamtuytoK®V eortnt®v oto IIME «Khwvikn latpicn, Epyactmploxt| latpikn,
[Mpoinmrikn kou Kowvovikn latpun» pe edikevon «Kivikn Bioymueio» g lotpikng
Yo EKIIA.

16/11/2001- 01/07/2003 : EKmodenTikd GEpvaplo. TOV 10TPIKMY EMCKETTMOV TNG
etarpeiog eappakevtikng Etoapeiog NOVO NORDISK EAAAX EITE pe 0épa :1)
Zakyopadng Awpnng (Opioudg, Aitioraboyévera, Kivikn Ewkove, OCleieg kar Xpovieg
Emirlokég, Oepareia). 2) Ocpancia Opuovikng Yroxoraoraons 3) Avénuikn Opudvy
(Poiog, Zovopoua Erreryng Avénuixns Opuovyg, Ocpameio Yroxataoroons)

1999 — t@pa : Exnaidevon, cg OBempnticd kot TpaKTikd ETINedo, TV VITOYNQImV
SWOKTOHP®V KOl LETATTLYLOKAOV pO1TNTOV ToV Epyactnpiov Biodoyikmg Xnueilag katd ta
étn 1999- 2006.

1997-2001: Zoppetoyn ota etolo Oe@pnTikd Lobqpoto, oTig TaPOVGIAGELS KAVIKOV
TEPLOTATIKMOV KO 0TI PIPAOYPAPIKES EVIUEPDOGELS (O EKTAUOEVOIEVT] KO O
ddacKovoa) TOV EWKELOUEVOV 1aTpdV Evookpivoroyiag/Atafnroroyiog oto III'NA

«I".I'evvnuotéc»



1994-1996 : Zvppetoyn ota eTHoLo Be@PNTIKE Lob LT, OTIS TOPOVGLAGELS KAVIKOV
TEPLOTATIKMOV KO 0TI PPAOYPAPIKES EVILEPDGELS OTU TAOIGLO TOV EKTALOEVTIKOD
wpoypdupatoc tov maboroyikov touéa tov ILI.N «EAnicy (wg exmaidevdpevn Kot g

dddokovoa)

Exifiswn HETOTTVYIOKOV QOVTNTAOV, VTOWYNOLOV O0UKTOPMOV KUl NETUOOIKTOP®V

EPEVVIITAOV

Enifieyn 4 vroyn@iov s160ktopov (o€ eEEMEN)

Narjes Nasiri Ansari. "Enidpacn t@v o16Tpoydvev o€ mapdyovtes mov EUTAEKOVTAL GTNV
amootofepomoinon G aONPOUOTIKNG  TAGKOS:  ATOGOENVION TOV  HOPLOK®OV
pnyovicuov'.

. Bawog Towfog. " Néa dokipacio mpmdtng ypauung (screening test) otn dwyvootikn
npocéyyion tov [Ipwtonabods YmepardostepoviGroy - ZVGYETIGN TOAVUOPPIGUAOV TOV
CYP11B2 pe mpwtonadn vrepardootepovicd o€ EAAMNVIKO TAnBuous™.

Anuntprog Zrapovomovrog. O Avéntikog IMapdyovtag tov woPractodv-23 (FGF-23)
otV opolvyn B-0araccopia.

. Nworaog I'kovAdmovrog. " Extipnom tng evéodniiakng duciettovpylog, tng oyyELKNG
QAeyYHOVAG Kol TNG  oyyewkng ehootikdétnrag o acbevelc pe  dafntikn

apeipAnoctposdondbeia .

Exipleyn Oumrhopotik@v gpyactav (£xovv 0LokAinpmOei)

Spilioti E. H enidpaon tov Spilioti E. The effect of phytoestrogens on the vulnerability of
the atheromatic plaque : in vitro study in endothelials cells (2014) (Epgvvntiki epyacio
ota mhaiota tov [IMX "Eeappoouévn kot Mopraxn dvoioroyia')

Rizou A. The effect of 1,25(0OH),D3 on the expression of molecules implicated in the
vulnerability of atheromatic plaque : in vitro study in endothelial cells (2014) (epgvvntiky

epyacio ota mhaicta tov [IME "Khlwvikny Xnpeia')



© o N o

23.

24,
25.

Stavropoulos S. Evaluation of 25(OH)D levels in healthy men and its correlation with
BMD, bone markers and lifestyle habits ( 2012) (Epgvvtntikn Epyocia oto mlaicia tov
I[IMZ "Metapoiikd Nooqpata tov Ootodv')

a. Xta whaicwo tov IIMX "Metoporikd Noonpoto Tov Ootov" enéfreya Tig
TOPOKATO SNTAONOTIKES (AVOCKOTNGELS IE £KTOOT TOVAAYLoTOV 50 oeAidEQ)

Lelovas P, Animal models in osteoporosis. 2009 (review)
Georgoulas T. Myopathy associated with osteomalacia due to Vitamin D deficiency.
2009 (review)
Seferiadis MB. Effects of osteoporosis on respiratory function, 2009 (review)
Georgiadou E. Hypercalciuria, 2009 (review)
Buzios E. Causes and Differential Diagnosis in children with short stature, 2009 (review)

Bailas G. Autoimmune mechanisms of osteoclastogenesis 2009, (review)

. Michas G. Non-calsiotropic actions of Vitamin D, 2009 (review)
11.
12.
13.
14.
15.
16.
17.
18.
19.
20.
21.
22.

Tzanetakou X. Chronic Liver disease and bone, 2009 (review)

Spyropoulou A. Magnesium Metabolism and its Disorders, 2009 (review)

Azas E. The effects of SSRIs on osteoporosis, 2010 (review)

Antoniou I. Calcium intake and CVD risk, 2010 (review)

Katsafadou A. Skeletal effects of glucocorticoids during childhood, 2010 (review)

Niti A. Study of RANKL in transgenic mice, 2010 (review)

Armakola F. Treatment with biological agents and bone metabolism, 2010 (review)
Sakellariou B. Ranelic strodium: Mechanisms of action in bone, 2010 (review)

Kampakis G. Atypical adverse effects of bisphosphonates, 2010 (review)

Leventi E. Calcium sensing receptor disorders in human and treatment, 2010 (review)
Tsouparopoulos V. Selective Androgen Receptor Modulators, 2011 (review)

Pizou S. Signal transduction cascades mediating the osteoblast differentiation, 2011
(review)

Sotiropoulou E. Predisposing factors for low bone mass in premenopausal women, 2011
(review)

Michas F. Diabetes Mellitus type 2 and Osteoporosis, 2011 (review)

Papastamatopoulos S. Sclerostin: Mode of action and possible applications, 2011(review)



26.

27.

28.
29.
30.
31.
32.
33.

34.
35.
36.
37.
38.
39.
40.
41.
42.

Kanakakis S. Kathepsin K inhibitors and possible role in the treatment of osteoporosis,
2011(review)

Grigoriou M. The association of VDBP gene polymorphism with osteoporosis, 2012
(review)

Sykiotis A. Hyperprolactinemia and bone disease, 2012 (review)

Platanitis J. Heterozygous p-Thalassemia and Bone 2012 (review)

Anagnostopoulos D. Vitamin A and its effect on bone metabolism, 2012 (review)
Papadimas D. Treatment of osteoporosis with teriparatide, 2012 (review)

Fragakis S. Acute effects of glucocorticoids on osteocytes, 2012 (review)

Tsivgoulis S. The role of gene polymorphisms in the response to antiosteoporotic
therapy, 2012 (review)

Sxizas N. The role of the Wnt-B-catenin in the fracture healing, 2012 (review)

Xenos N. Biochemical markers of articular cartilage metabolism, 2013 (review)

Lallos S. Genetics of osteoarthritis, 2013 (review)

Sotiropoulos C. Vitamin K : Pathogenesis of osteoporosis and treatment, 2013 (review)
Chrysochou A. Mitochondria and chondrocytes, 2013 (review)

Perisidou K. Pulmonary osteoarthropathy, 2013 (review)

Sapera A. MEN1 syndrome and bone, 2013 (review)

Droulias J. Bone Morphogenetic Proteins and Kidney, 2013 (review)

Korres N. Osteoporosis and Diabetes Mellitus type 1, 2014 (review)

MéLog ERTOPELOVG EMTPOTNG TOV KATOOL 518 0KTOPIKOV dratpiffcdv (15)

I'ewpyodrog O. (2015) H emidpaocn g yopnynong 25(OH)D ko 1,25(0OH),;D3 ot
enineda FGF-23 opov o¢ acBeveig pe EAdenyn Prrapivng D

Nokomovrov X. (2015) Evioyvon g ootikfg avayévvnong pe 1o ocvvovacud Platelet-
Rich Fibrin kot dhatog pwcspopikod acPectiov

Ayyehovon A. (2014) Xvoyétion Bupeoeldikig VOGO Kol 16TOTAOOAOYIKOV TAPUUETPOV
oV palkov adéval

Eeivne S. (2014) 'Eleyyog ¢ omotelecpotikOtnTag Tov ovuvbetikod popiov T1 otnv
OVTIUETOMION TNG UETEUUNVOTOVOIOKNG 00TEOTOpmoNG  (TEPpapotiKy UEAET ©E

wobnkexToun0évTeC EMipvEC)

10



10.

11.

12.

13.

14.

15.

Kavdapaxn E. (2013). H enidpaon tov teMkdv mpotodvimv yAvkolviimong (AGES) ot
O1apopovG 16TOVG ONAewV enipvmV

Muyoamiidov X. (2014) PvOBuion tov oykokotootodtikod yovidiov P21 amd to mpo-
amontotikd popio CHOP oo stress tov evéomiacpotikov diktvov (ER stress)

®daxidapn E. (2013) Zvykpion ¢ TopabupeosdekToung £vavtlt ¢ Xopnynons
PLGEVOPOVATNG OTNV OYKOUETPIKY OCTIKI] TLUKVOTNTO KOl GTNV OOCTIKY] YEMUETPiOL TNE
KVAUNG O€ UETEUUNVOTOVGCIOKES YOVOIKEG LE TPMTOTOON LITEPTAPUOVPEOEISIGUO
Kapmepoyiavvn M. (2013) To o&etdmtikd otpeg / o&etdoavaymytkd duvopuiko oe acbeveig
LLE VEQPIKT VOGO

Kalavng X. (2012) Ta eminedo g IMA (ischemia modified albumin) opov ocg
vrépPapeg / maydoapKeS yovaikeg petd v epumvomavon: Evag mobovoc Plodeikng g
afnpopatikng empPdpovvong mov oyetiletal Pe T0 0EEWOMTIKO GTPES.

Zageipng X. (2012) Melétn g enintoon vE®V GIOVOLAMKOV KOTAYUATOV UETA amd
KLVQOTANGTIKY] : TOPBEYOVTES KIVOUVOU

AeloPag I1. (2011) H enidpaon tov exyvAicpotog tov eutov Sideritis Euboea oty
00TIKT an®AEl woOnKkeKTOUNBEVTOV EMipL®V

2to8omoviov M. (2010) H onpacio tov moAvpopeispod tov yovidiov Tov vmodoyéo e
Brropivng D (Vitamin D receptor Gene, VDR) otov kivéuvo ovantuéng 061e0m0pmong o€
UETEUUNVOTOVGIOKES YOVOUKES [LE YOUNAN TPOGAN YT acPecTiov.

MayviooAn I (2009) Avantoén  pebodoroyiog  oéplag — YpOUATOYPOPIOG-
oaopotookomiog palag (GC-MS) yia 1oV TO0TOXPOVO TPOGOIOPIGUO  GTEPOEODV
opprovav otov opd-Epappoyn otn d1dyvmon evookptvomadeidv.

Toitovpa I1. (2008) Merétn ¢ Proroyikng Asttovpyiog EMAEYUEVOV TPOTEWVAOV TOL 100
g nratitdog C.

Aoilov Z. (2009) MeAétn in vitro g emidpaong g paotiyog Xiov (euTikd exydMoo
KOl OTOLOVOUEVES PLTOGTEPOLEG) GTNV AONPOUATIKY S10d10KAGI0L GTO KOPILHYYELNKO

ovotnuo —Kivikn peré.
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. KAINIKO/EPT'AXTHPIAKO EPI'O:

KAINIKO EPTO

Iavovdprog 1992- Arpihiog 1993: Aypotikdg latpog oto Kévipo Yyeiog Apedmoing —
[Teprpepikod latpeio ['eporpéva

Avyovotog 1993- AskéuPprog 1993 : Tatpdc ot I'evikn Kiwvikn «O Inmoxpdngy
(I'.I'keheotdOn), AOMva. Zoppeteiyo oto Tpdypappo epnueptdv g KAvikng,
avtipeTonilovtag enelyovia eptoTatikd achevav pe maboroyucd tpofAnquato.
DePpovdprog 1994- defpovdprog 1996 : Ewdikevouevn I[aboroyiag, B’ [Taboroyikn
Khwvue, TITN «EAmicy». AcyoAndnka pe v €1g Toug Baddpovg diepevvnon kot Oepameio
acBevav, pe mv ntpotofadia tepiBaiyn oto Takted EEotepucd latpeia kot
GUUUETELYO GTO TPOYPOAUUO TOV EPNUEPLOV TOL Tunpatoc.

IovAtog 1996- Anpihog 1997 : Tatpdg otnv «Khwvikny O@cordyn» Abnva. Xvppeteiyo oto
npoypoppa eprueptov e Kivikng avipetonilovrag ensiyovia meptotatikd achevov
ue mafoAoyikd TpofAnuata.

Iovviog 1997- Tovviog 2001: Ewdikevdpevn Evdokpivoroyiag, Evdokpivoroyikn kot
Awpnroroywkn Kiwvikny  TIFN «.T'evwnuatdacy. AcyolOnka pe t o1epebvnon Kot
Oepancio TANOOpOg Ko ToKIAiog acOevav pe evookpivikd mpoPfAnuato oty KAwvikn
kot ota EEwtepikd latpeia. Zoppeteiya oto mpdypappa epnueptdv g Kiwvikng
avTILETOTILOVTAG EMEIYOVOEG TEPUMTTMGELS AGOEVDOV e EVOOKPIVIKG TPOPATLOTAL.
Iavovdapro 2003- Tovvio 2003 : Zvvepydtng oto EEmtepcd latpeio Avopikng
Ymoyovipdtmrog g Ovporoykng Kiwvikng tov TII'N. Ap. @Aéuyk. Zoppeteiyo oty
SyvmoTikn Tpootélact), Oepaneio Kot Tapakorlovdnon acBevov pe TpoPfAnuoto
VIOYOVILOTNTOG.

NoéuBprog 2003- Avyovotog 2006: Evdookpivordyoc otnv Nopapytakn Movdoda Yyeiog
tov IKA Ay.ITapackeung. AcyolnOnka pe ) depebivnon Kot Bepaneio achevav pe
evookpwvikd tpopAnuota (A Badua IepiBaiyn)

Noéupptog 2004- Avyovotog 2006 : EEmtepucog Zvvepydng —Evookpivordyog oto
Tatpucod Kévrpo Pouykov. Acyoindnka pe ) diepgvvnon Kot Bepaneio acOevov pe

EVOOKPIVIKG TpOPAT LOTOL

12



YentéuPprog 2008 - onuepa: Emotnpovikdg Zuvepydtng Evookpivoroyikng Movéodag
Evyevioeiov Oepanevtnpiov EKITA. AtevBuviic Kab. I'.Xpovcog. Acyorovual pe
dtepedvnon kot Bepameio acOevdv e evOoKpVIKA TpoPANHaTOL.

Maptioc 2013- onpepa : HopdAinin aracyoinon og Yrevbvvn Evookpivordyog oto
Evdokpivoroywo Tunua g A' ITaBoAroywnc Kiwvikng tov [Hoavemomuiov ABnvov,
Aokd Nocokopeio (AtevBouving Kab. kog IToAvoc). Acyolodpat pe TNV EKTOUOEVOT| TOV
4 e1dkevopévev evookptvoroyiag, Le TN dtepedivnon kot Bepamneio acBevdv mov
voonAevovion otnv Khvikn gite mpocépyovtat ota Taktikd EEotepikd latpeia (2 popéc
v efdopada, cvppetéym oto Extadevtikd [pdypappa e Kivikng ( pabnpata

otovg 4eteic kau 6eteig portntéc, [lapovoidoeig Evdlapepdviov [epiotatikmv).

EPTAXTHPIAKO EPI'O

Exnévnon g owoaktopikng pov dwrpiprig oto Epyoaocmpio Bioroywkng Xnuetog tng
latpikrig ZyoAng tov EKIIA. Zvppetoyn Hov, ©¢ HETASIOOKTOPIKOS £PELVNTNG, CTNV
Olekmepaimon  €pELVNTIKOV Tpoypoppdtov. Katd 10 avotépom ypovikd ddotnuo
epapuroca teXVIKEG/HeBOooVS (Hoplakng Kot KTtaptkng Proioyiag/Proynuxés), oTig
omoieg Ko EKTOIOEVCA LETATTVYLOKOVS POLTNTEG:

ATopovmon Hovoripnvev Kuttdpov and aipo pe euyokévipnon mukvotntag pe Ficoll
Hypaque

Amnopovoon DNA and kateyuypévo 16to, amd 16T0 YKAEIGUEVO GE TapaQivn, amd aipo
Amnopovoon oikod RNA and Aeppokidtropa Kot ond 1610

Aloidot) avtidpaon tolvuepdone (PCR) — Avtiotpoen petaypan

Moprakéc teyvikég — aviyvevong MeToArGEemv, mov Pacilovioar oTtnV  0AVGOMOTY
avtiopaon moivpepdons ( PCR) :

-Hlextpopopnon oe miktopa Poduidmong mukvottog omodloTaKTIKOV TopoyOvVImV
(Denaturing Gradient Gel Electrophoresis)

-Avaloon  oTEPE0daUOPE®ONG TG povoklmvng dourg tov DNA (Single Strand
Conformation Polymorphism)

[Tocotikdg Tpocdiopiopnodg DNA kot RNA pe potopetpikn pébodo
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Op1ovTio NAEKTPOPOPNOT GE TIKTMUO 0yapOing

Awyopiopdc  mpotewvov  pe  SDS-PAGE  niextpogpopnon  kor  aviyvevon  pe
avocootonmon (Western Blot analysis)

[Tocotikdg Tpocdiopiopdg mpotevav katd Bradford

Kvttapokodlépyeieg  [kuttapikéc oepéc  ooteoPraoctdv : (MC3T3-ELl, KS483)
ooteocapkdpatog ( MG63 ) — kapkivikég oepéc pactov (MCF-7), evdountpiov (Hela,
Ishikawa), mpootdtn (LNcaP, PC-3) ]

Extiumon dewtdv ooteofractikng ownpopomoinone (alkalin  phosphatase activity,
Alizarin Red S)

Merétn andmTmong

"Eleyyog avaotolng kKuttapikol moilomiactoouov/ kuttapotoéikdtrag (MTT assay)
Teyvikn molvpopeloudv pRKovg mepoplotikdv Opavoudtov (RFLPS, Restriction
Fragment Length Polymorphism)

Aviyvevon katakeppatiopod DNA (DNA laddering)

[Mepdpata empoivvong kuttdpov pe tAacpidw (transformation/ transfection)
Avocoevlupikég pébodot (ELISA)

Ddortopetpikég pébodot (Ilposdiopicpotl evivpmv)

Ao Iovvio 1999 £mc AsképBpro 1999

Koatd ™ ddpkela g dikevong pov otnv Evdokpivoroyio ekmoadedtnra yuoo €61 unveg
omv epyactplaxn Evooxpivoroyia epappoloviag pnebddovg mposdlopiGod OpHovaV,

padrotcotomikég (IRMA/RIA) kot pn padtotcotomikes (ATOHOTOL AVOAVTEG).

And PeBpovapro 2000 £émwc Avyovsto 2000

Meteknaiosvon oto Epgovntiké Epyactipro tov Tpfqpotoc Evookpivoroyiog ko
Metopoikdv Noonpdrov Tov Leiden University Medical Center, the Netherlands
(Professor S.Papapoulos). Meiétn g KUTTOPIKAG Kol HOPLOKNG Opdon TV

SLPOGPOVIKAOV KO GTATIVAV GE KOAMEPYELES OGTEOPAACTMV.

Ano Iavovapro 2009 — 2011
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AocyolMnka pe 1 AMYN Poloyikodv Ostypdtov kot pe MV oE0AOYNon TV
anotereocudTov Tov Epyactnpiov KAwvikng Bioynueiog tov ITI'N «ATTIKON.

NOXZOKOMEIAKEZ/TIANENIETHMIAKEX OEXEIX

2001 — 2004: Emomuovikodg Zvvepyatng tov Epyoaotmpiov Biodoywmg Xnmueiog g

latpung XxoAng tov avemomuiov AGnvov

2004 — 2005: Méhog AEII tov Epyactnpiov Broroyume Xnpetog g latpikng Zxoing

tov [Tavemomuiov Abnvov (ITL.A. 407/80, apBpov 18 tov N.1268/82 Axad. Etovg 2004-

2005)

2006 — 2011: Aéktopog oto Epyaotmpio Kiwvikng Broynueiog tov III'N «ATTIKON».

Katd ta étm 2006-2009 fuovv omocmacuévn oto Epyactipio Broloywkng Xnueiog

latpug Zxoing EKITA (I'ovdi).

o 2008-onuepa: Emomuovikdc Xvvepyatng Evdokpivoroywkng Movadag Evyevideiov
O¢epancgutnpiov EKITA. Aevbouviig Kab. I'.Xpovocog.

o 2011- topa: Ernikovpn Kabnyntpia oto Epyastipio Broroywkng Xnueiag g latpikng

XyoMg tov Iavemompiov Adnvov (Atevbovrg Kab. A6. Iarofacirieiov)

8. EPEYNHTIKO EPTO

Epevvnuixa Epyootipio.

e Epsvvnmkd Epyaoctmpio Buoloywng Xnuelag —lotpwikn XxoAn —Iloavemiomuo
Abnvaov (1997- onuepa,).

o (Epevvntikd Epyactipro tov Tunuatoc Evdokpivoloyiag wor Metafoiikdv
Noonudtwv tov Leiden University Medical Center, the Netherlands (Prof.
S.Papapoulos) (1999 Iavovapio- Avyovcto).

Ta gpguvnTikd pov evdloeEépovta 6TIALOVIOL 6GTO POAO TOV GTEPOEWONDV OPLOVDV

KOl GTEPOEODV VITOOOYEMV GTNV TaHoYEVEST OPOPOV VOST|LATOV OGS KOPKIVOG

15



HOGTOV, OVTOAVOGO. VOGTHOTO, OCGTEOTOPp®oT Kot afnpoudtoon. Emmiéov, &y
aocyoAnfei gpevvnrikd pe v extipmon ¢ SERM-like dpdong, ommwg kot tng
AVTIKOPKIVIKNG Opdong S1opopmv QUTIKOV EKYVAICUATOV KOl GLUVOETIKOV/QUOIK®V
GLGTATIKOV.

To tpé€yov ddomua pall Pe TNV €PELVNTIKY] LOL OUAON TOL ATOTEAEITOL GO TNV
Yot Elavo  (uetadidaktopikdc  epevvntig), v Narjes Nasiri-Ansari
(vroymoewo d1ddktopag) kot  Acmacioc PiCov  (vmoymelo KATOX0g HETOTTLYLOKOD
dmAdpatog), peletaue 1) to polo TV olotpoydvev kot g Prrapivng D omv
amooTafEPOTOINGT TG aONPOUATIKNG TAAKAG Kot TN OlEPEHVION TV VITOKEIUEVDV
UNYOVIGUOV (SOUEGOAAPOVUEVOV HECH TOV AVTIGTOLY®V VITOO0YEWV) Kot 2) To pOAO
™m¢ Prrapivng D oty in vitro kot in Vivo gvoioOncio oto YAVKOKOPTIKOELST| Kot 6TV

OTTOGOPT|VIOT] TV VITOKEIUEVOV UNYOVOIUADV.

A Zvuuetoyn e ypnuotodorovueva Epsovnuixa Ilpoypouuota

Ao 1o 1997 €mg onpepa, GLUUETEX® MG epgvvnTnG 6to Epyactiplo Blokoywng Xnueiog,
oT0 MO KAT® gpeuvnTikd mpoypdupata (oe tpio amd avtd og Emotmpovikog Yrevbuvog)
nov gmyopnyndnkav and debveig opyavicuovg, ITET, Entpony Epsuvav tov TTav/piov

Anvav.

1. “ New approaches towards evaluation of estrogen receptor in breast cancer with the
success of endocrine treatment” International Atomic Energy Agency Austria. Audpketa

24 unveg (1997-1999) Kwd. ‘Epyov : 8646/RO. Yrevbvvog : K.XZékepnc.

2. TIABET 2000. Tithog Ymoépyov : “Lyedoaopodg, ovamtuén kot mopoymyn
oTlypoi®v oKevacudtov pe Bdon dNUNTPOKG KOl QUTE YPTCLUOTOLOVUEVO GTHV
TOPUOOGLOKN-UECOYEWKT  dtaTpopry Ymevbuvvog Ilpoypdupatog: Etopeio Tidng.
Yrepyordfog: IT.Movtoatoov. Kwowkdg €pyov: 00-BE242. Tlocd ypnupatoddTnong
29347 € (Et 2001-2003).

3. TIPAEE 2001-2002. Tithog : "Aviyvevon «screening» pebodoroyiog DGGE yia
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NV aviyvevon UETOALAEE®Y GTO YOVIOL0 TOL VTTOOOYEN TOV YAVKOKOPTIKOEWOMV Kol TOL
VIodoYEn TV 016TpoYOVeV". Ymovpyeio Avamtuéng — I'evikn I'pappoateio ‘Epgvvog kot
Teyvoloyiag. Emompovikog Yrevbuvog: I.Movtodtoov. Kwdwkdg épyov: 02ITPAEE 27.
[Tocd ypnuotodotnong 44000€ (Etog 2004).

4,  EITIAN Ilpdypappa. Tithog vmoépyov : "Zyedloopog Kot ovamtuén vémv
Blodertovpyik®v  TPOQiH®V Kol cLUTANpopdteov  dwtpoeng  Paciopuéveov  otnv
pecoyelokn Oloatto Kot Promowiddnta g EAMVIKAG yAwpidac”. Emotnpovikdg
YnevOvuvog: IT1.Movtodroov. Kwdwog épyov: EINAN TP27. Tlocd ypnpatoddtnong
149000€ (Etn 2003-2006).

5. Epsguovntkd mpotdéxorro pe titho "Agpehvnon tov poOAoL Kol TOL UNYOVIGHLOV
dpdiong tov ekAvTIKOD TTapdyovta TG avENTikng oppovns (GHRH) e pun vropusiokovg
otovg". Xpnuatoddmon amd v EAlnvikr, Evdokpivoroywkn Etaipeia- [Hoavelivia
‘Evoon Evdokpwvordyowv. Emotnpovikég YzmevOuvog: E.Kaoon. Iloco

ypnuatoddmong: S000€ ("Etog 2008)

6. IIpoypappa Kamodictproc. "Merétn g Opdong TV 0O1GTpoyOdvVedV oTnyv
abnpoudtoon —in  VIitro mepdpoto o kaAMéEpyeleg avOpomivov  evéodniaxkmdv
kuttdpov’. Xpnuotoddtmon and 1o EKIIA. Emotnupovikog YrmevOuvog: E.Kaoon,
ovvolko mocd: 2500€. (Etn 2008-2009)

7. EOviko Zrpamnywd [Mhaicio Avoagopdag (EXITA) 2007-2013. Tithog: “Emidpaon
TOV 0lGTPOYOVMV GE TAPAYOVIEC TTOL EUTAEKOVTOL 6TV amooTafepomoinon g abnpOUATIKNIG
nhGKog Amocagrvion tev poplokdv pnyavicudmv'. Kmdikog épyov 2381, Emoetnpovikog
Yrev0vvog: E.Kaoon. [Toco ypnuotoddtnong 261000 € ('Etn 2012-2015).

8. EBviko Zrpatnywd [Mhaioco Avagpopds (EXITA) 2007-2013. Tithog : "A&onoinon
Tov Putov Stevia rebaudiana yw v Tapaywyn Tpoidvimv vVyNAIg TpooTiféuevng a&iog
He epappoyég ot Propnyovia tpopipwv'. Movada Evooxpivoroyioc, MetafoAiiopod kot
Awpnm, Evyevideo Oepancvtipro. EKIIA. Emomuovikdg Yrevbovog: I'.I1.Xpovcog.
[Tocd ypnuotoddtnong 250000 € (Etn 2012-2015).
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9. EBviko Zrpatnywo [MAaicro Avagpopdc (EXZITA) 2007-2013. Tithog: "Zyedocudg
kol Avartoén Xouniov okoykod Agiktn Tpogipmv Paciopévov 6e YALKOVTIKEG
EVDOELS aMOLOVOUEVEG omd To uTO Stevia rebaudiana koiAiiepynuévo ot Kivo kot
eumhovtiopéva pe Prapiveg A kor D". Epyaoctipio Buoloywme Xnueiog, EKIIA.
Emomuovikoe Yrevbuvog: I1.Movtodtoov. TTood ypnuatoddtnong 140000 € (Etn
2012-2015).

B. Zvuuctoyn oe Klivika llpwtoxolio kou [lpoypouuazo

Epevvntikd mpwtokolha @aong II (PPA20006) wou III (PPA30004 xor PPA30006),
gykexpipéva and tov Efvikd Opyoviopud Poppdkov, ta omoia deénydnoav vmd v
yopnyia ko emifreym g erapeiog GlaxoSmithKline. Ot avotépo peléteg apopovoay
oV KAMVIKT SOKIUN TG QapUHOKEVTIKNG ovaiag GI1262570 yua tnv Bepaneia aclevav pe
oaKYOPMON OPNTN.

BPABEIA -AIAKPIZEIZ-YIIOTPO®IEX

. H epyaocia pe titho «Vitamin D decreases the in vitro glucocorticoid sensitivity via down
regulation of glucocorticoid receptor expression» Nasiri-Ansari N, Spilioti E, Kalotychou
V, Dahlman-Wright K, Dalagiorgou G, Moutsatsou P, Papavassiliou A, Kassi E.
(accepted in European Congress of Endocrinology as oral presentation, Dublin, Ireland,
May 16-20, 2015) élafe ESE Basic Science Meeting Grant 2015

Epgovnrtikd mpwtoéxorro pe Titho «Atepedvnon tov pOAOD KOl TOV UNYOVIGLOD OpAGNG
TOV EKALTIKOD Topdyovta g avéntikng oppovng (GHRH) og un vropusiokovg 16tovg»
Ehofe  ypNUOTOSOTNON ®©C M KOAOTEPN €PELVNTIKY] TPOTOCN OTOV  TOUED  TNG

Nevpoevdokpvoroyiag amd v EAAnvua Evéokpivoroyikn Etapeia (2008)
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3.

10.

H epyaocia pe titho «Changes in circulating levels of leptin and soluble leptin receptor
during OGTT in overweight/obese postmenopausal women» E. Kassi, G. Hroussalas, I.
Delimaris, M. Dalamaga, K. Kazanis, A. Zachari, A. Dionyssiou-Asteriou é&\afe
ypnuatiko Erabro 1000 gvpd amd v EAlnvikn Awpnroroywn Etopeia oto 43"
Annual Meeting of EASD, September 17-21, 2007 Amsterdam

H epyaocia pe titho «Atatapayn Tov pHetafolopod e YAuKOING Kot EKKPLoT ATOKIVAOV
and 10 Mrddn 1o10» E. Kaooi, I'. Xpovoard , M. Ntodapdyka , K. Kaldvng , A.
Zoxopn, A. Atovociov-Actepiov éhafe Bpafeio 6to 2° Zovédpio latpixic Bioynusiog,
19-22 Azmpitiov 2007, [loieuurxo Movoeio, AOnva

H epyacia pe titho «Evdei&elg yio tavtodypovn €kkpion KoptiloAng kot oAdooTepdVNG
and ta meplotacidpata (incidentalomas) tov enveppidiovy Malapdakng N., Kaoon E.,
Dropakng A., Paykov A., Koovadn 0., Kortsac I'., [Twditmg I'. éhafe Tto mpdTO
Bpopeio g Exdnvikiic Evéokpwodroykic Erapeiag oto 26° ITaveliivio Sovédpio
Evdorpivoloyios kou Metafoiionod, ABnva 18-21 Moptiov 1999.

MEAOZXZ EINIXTHMONIKQN ETAIPEIQN :

I. EMAnvikég :
latpikdc ZuArhoyog AOnvav
. EAnvuc Evdoxpivoroykn Etanpeio
. EAAnvucn Awnroroywkn Etanpeio

1

2

3

4. EMnviké Ivetitovto Ooteondpwong

5. EXMnvicn Tlotpikn Etoupeia lotpikng Bioynueiog
6

EAAnvuc Etopeio Medétng Metafoliopod tov Octodv

I1. AweOveig :
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1. International Society of Musculoskeletal & Neuronal Interactions

2. European Society of Endocrinology

11. XYNTAKTIKO EPT'O

A. M£Loc GUVTOKTIKAC EMTPOTNC NEOVAV EMGTNUOVIKAV TEPLodK®Y (Mmember of

Editorial Board)

Hormones

Journal of Geriatric Cardiology

Research Journal of Aging

Aperito Journal of Endocrine System and Enzymology

International Journal of Cancer and Clinical Research

o o~ w b -

International Archives of Urology and Complications

B. 20upBovioc GUVTOKTIKNEG EMTPOTNE OLEOVAOV ETIGTNUOVIKOV TEPLOOIKOV

(reviewer) :

International Journal of Cancer
Rheumatology

Journal of Endocrinology

PLoS One

European Journal of Endocrinology
Clinical Rheumatology

Current Topics in Medicinal Chemistry
European Journal of Clinical Investigation

© © N o g B~ wDdPF

Phytotherapy Research
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10.
11.
12.
13.
14.
15.
16.
17.
18.
19.
20.
21.
22.
23.
24,
25.

Journal of Musculoskeletal and Neuronal Interactions
Tumor Biology

Hormones

Journal of Steroid Biochemistry and Molecular Biology
Hormone and Metabolic Research

Journal of Diabetes and its Complications
International Journal of Molecular Sciences

Journal of Cellular and Molecular Medicine
Endocrine

Journal of Medicinal Foods

Obesity Facts

BMC Obesity

Journal of Geriatric Cardiology

Experimental Biology and Medicine

Molecular Medicine

Coronary Artery Disease

I'. Kpvtic aéoldoynonc tpoyponpnatoyv £psuvaes, Bpapeiov, epyaciov

Kputiic a&oldynong mpoeopikdv epyacidv mov vroPAfnkav oto 35° IMaveAlfvio
Yvvédplo Evookpwvoroyiag kot Metafolopod, Méyapo Movowng Abnvov 19-22
Maoptiov 2008

Kpurg A&ohdynong Epsvvntikov TpotokdAiov oto Topvpa Kpatikdv Ymotpopuomv
(2008)

Kpimg a&ordynong Epsvvnrikodv IpwtokdAlmv mov vrofinnkay otnv EAAnvikn
Evdoxpivoroywn Etanpeia (2011)

A&ohoyntg vroynerottev Yo Bpafeio ‘Epgvvag, Topéag Kumplaxov [poypappdtov,

Tdpopa IpowdOnong 'Epevvag, Agvkmwaoio, Kdmpog (2013)

A&oroyntg [poypappdrov Bacwumng Epguvag "Koapabeodwpn" tov [Mavemotnpiov
[Moatpaov (2013)
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http://www.google.gr/url?sa=t&rct=j&q=jmni&source=web&cd=1&cad=rja&ved=0CCwQFjAA&url=http%3A%2F%2Fwww.ismni.org%2Fjmni%2F&ei=y21cUZzYBYm1PIfJgagP&usg=AFQjCNFIh00roA04WG0pDcSg0H5SbFnEdw&bvm=bv.44697112,d.d2k

12. OPTANQTIKO-AIOIKHTIKO EPT'O

1. 2014 -topa : Avomh. I1pdedpog g Agvtepofdduag Yyelovoukng Emtpomnig yia v
TOPUTOUT 6€ ot BEPdTOV VYEoVOorIKNG TtepiBaiymng Tov Tpocwmikov g AEH ALE.,
AEAAHE A.E., AAMHE A.E. (1o 1péyov £t0og 2015 ekteh®d Ypén TPpoEdpov)

2. 2014 - topa : Opyavmon Tov TPOYPAULOTOS EKTAIOELONG TOV ELOTKEVOUEVOV TOV
Evdokpivoroyucod Tunuatog g A' ITaBoroyikng [avemotnuokng KAvikng tov
Aawkov Nocokopeiov.

3. 2012 - 1opa : Emompovikdg YrevBvvog kKot Zvvioviotg tov Epguvnticod
[Ipoypappatog pe titho : Enidpacn 1owv o16Tpoydveov 6€ mapdyovteg mov EUTAEKOVTOL GTNV
arootafepomoinon g afnpOUATIKAG TAAKS: ATOGOPNVICT] TOV HOPLOK®Y UNYAVIGLDV.
EBvikd Ztpatnywcd [Miaicio Avagopas (EXITA) 2007-2013.

4. 2014- topa: YrevOovn tov tunpatog Moprokng Evéokpivoroyiag (Epyastiplo
Broloywkrg Xnueiog, Atevbovtig: Kabny. A.I'. IManafocireiov).

5. 2008- tdpa Zvppetoyr| 6to ovvroviopo tov [poypdupoatoc Metontuylokdv Xmovdmv
"Metoafoiucd Noonpata tov Octdv"(Atevbuviig Kabnynmg kog Avpitng I).

6. Zoupetoyny ot ypopuateic tov 6% Tlaveddiviov Zuvvedpiov Metapooychoewy,
®eoocarovikn 20-22 OktoBpiov 1989.

7. Zvpuetox otnv opybvoon tov 1% Taveldiviov Zvvedpiov ®ormtdv latpikic,

®eccarovikn, 15- 17  Aekepppiov 1989.

13. AIAAEEEIX/OMIAIEX XE ENNIZETHMONIKEX XYNANTHZEIX (28)

AwAréels ko E1IoMYNGEIS  6E  GULVEOPLH/GLUTOCLE/  GUVOVTNGES  KATOmYV
TPOCKANGEMC!

1. Oukia pe Oépa "Xepiopoi petoyyeipntikod vronoapabvpeocidicpov” 18° kdkhiog g
Evroatuamc Exnaidogvong g EAAnvucnc Evooxkpivoroyuknc Etanpeiog, AOnva, 13-15
Maprtiov 2015

2. Opia pe titho "Xxeletikég aAlayég amd v epnPeia otny eppnvomavon”, 12n nuepioa
Evdokpivoroyiag g INvaikag, A6Mva, 15 Noeufpiov 2014

3. Oudia pe Bépa "Newtepa dedopéva yio v acparela twv DPP-4 avactolémv" 410
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10.

11.

12.

13.

HaveAiqvio Xvvédpro Evookpivoroyiog kot Metafoiopov, [1opto XA, 14-17 Maiov
2014

Ewonyfrpia pe 0épo "TlepiBdrrov ko Avaropayoyn" 17° kdkiog g Evratikig
Exnaidcvong tng EAAnvikiig Evookpivoroykng Etapeiog, Adnva, 28-30 Maptiov
2014

Oudia pe Bépa "Kapkivoc Maotob kot Octeondopwon”, Zepvapro Tov EAAnvikov
I3pdpatog Ooteomoépmong, Adnva, 8-9 DePpovapiov 2014

Ewonynrpua og Xtpoyyvin Tpdamnela pe titho "Emdpdoeig Amddovg lotod/Ilayvoapkiog
otv Opowdotaon g vkolng” 6° Haverinvio Xovéopro latpuknc Broynpeiag,
Abnva, 17-19 OxtwBpiov, 2013

Ewonyntpua og Ztpoyyvin Tpdmela pe titho "Brrapivy D" pe 0épa "Métpnon Brrapiving
D- lotopia ¢ Brrapivng D" Emoetnpovikn Hpegpida "Mayvoapkio kot Birapivy D
Abnva, 30 Maptiov 2013,

Ewonynrpua og Ztpoyyvin Tpdamrela pe titho « Zakyapddns Awapnmme» pe 8épa «Apdoeig
Iveovdivne» 16° Kokhog Evratiknig Exnaidevong otnv Evéokpivoloyio —
“Noonpato Metapoiopod (EA-Awiow-Iayvoapkia)”, Abnva, 22-24 OgBpovapiov
2013,

Ewonynrpua og Zrpoyyvin Tpanela pe titho «®epamevtikn ypnon g Birapivng D» 8
Hpepidoa Evéookpivoroyiog tng INuvaikag, 10 Nogpufpiov 2012, Adnva

Ewonyntpua og ppovriotplo pe titho «Atepehivnomn opHOVIK®V S1aTapaydV :
Awtapoyég tov moykpéatogy , 7° Mavediivio Zovédpro Tatpiknc Brorabolroyiog , 15-
17 Moptiov 2012

Ewonyntpua og Ztpoyyvin Tpdmela pe 0épa «Mn copPatikég dpdoetg g Brrapivng D :
Burapivn D kot avocoroyikd chotnuon 251 Metekmardevtiki Zovavinon g
Evdokpivoroywiig Etanpeiog, Kolapmdio, 25-26 Nogufpiov 2011

Ewonynrpua o Ztpoyyvin Tpdamnela pe 0épa « Evéokpivoroyikd mpofAnuata Hetd omd
0EpamELTIKONG YEPIGHOVE Y10 THV AVTILETOMTION VEOTAUSIOVY» 6t 38° IaveAlnvio
Yovéopro Evookpivoroyiog ko Metaforopov Occoarovikn, 6-9 Anpidiov 2011
Ewonynrpua g Ztpoyyvin Tpdamela pe 0épa « Artionaboyéveio Metafolikov Zuvopdpov.

Nemtepa dedopévar oto 4° Ilaveddqvio Xovédpro latpikig Broynpeiog Ocooolovikn, 31
Moptiov& 1-2 Ampiiiov 2011
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14.

15.

16.

17.

18.

19.

20.

21.

22.

Ewonynrpu og Ztpoyyvdn Tpdmela pe 6épa «Kvtropikn dpdorn Bupeoetdikdv oppovody Kot
dpéion og cuotipata » 610 14° kbkho T Evratikng Exnaidcvong e EAAnvikig
Evdokpivoroywiig Etapeiog, AMva, 7-9 OePpovapiov 2011

Ewonynrpua g Ztpoyyvin Tpdamela pe 0épa «IIpoeyyeipntikng HeAET VEOTAUCUATOV TOV
emvepdinv, evdeifelg xelpovpykng ovtipetd@iony 6o 27° Mavediivio Xovédpro
Xepovpykng —Aedvég Xerpovpywd ®@opovp 2010, Abnva, 24-27 NoeguPpiov 2010
Ewonyntpia oe Ztpoyyvin Tpanela pe 6épa «Kevipikdc porog tov RANKL otov ootikd
uetaporiopod» oto 18° Maveriivio Xovédpro Erinvikig Etapeiog Meiétng
Merafoiopod Tov Octav (E.E.M.M.O), ABnva, KaBovpt, 14-16 Maiov 2010
Ewonyntpua oto Zegpuvépro «lIpakticd Epotiuata yio ) Aldyveoon kot AVTIHETOTION
¢ Octeondpwonc», mov dopyavmvel 1o EAAnviko Topopa Octeomopmong
(EA.LLOX.) oto Eevodoyeio IMPERIAL (Conference Hall), AGnva 5-7 ®@gppovapiov
2010

Ewonyntpua og Ztpoyyodn Tpdmela pe Oépa «Nedtepes amdWELS Yo TV AELTOVPYIKOTNTO
TOV adevoudtov Tov entvepidinv. Evisifelc emveppidektopng otic kaionoeig
TaONGES TOV EMVEPPIII®MVY GTO 9° Mavelrivio Zovédpro AQTAPOEVOOCKOTIKIG
Xepovpykns ko Agvég Zopnocio 21-23 Maiov Abnva 2009.

Ewonyntpua og Ztpoyyoin Tpdmela pe 6épa «Zakyapodng Aweprntng-Metafoiucod
Tovdpopo» oto 3° Maveljvio Zovédpro Iatpukiic Bloympeiag, Caravel, Adfva, 26-29
Mapriov 2009

Ewonyntpua og Zrpoyyvin Tpdamrela pe 0épa «Attonaboyévela Zovopopov
[Tolvkvotikdv Qotnkmvy 180 MoivOepatiké laTpikd XZopmocro, 26 & 27
deBpovapiov 2009- ApeBéatpo 251 I''N.A.

Ewonyntpua oto Xgpuvépro «Ipakticd Epotrpata yio m Aldyveon kot AVTILETOTION
¢ Octeondpwonc», mov dopyavmvel 1o EAnviko Topopa Octeomopmong
(EA.LLOX.) oto &evodoyeio IMPERIAL (Conference Hall), AOival3, 14 & 15
deBpovapiov 2009

Ewonynrpua o Ztpoyyvin Tpamela pe 0épa «BroohvOeon kot oppovikn poduon g
£KKp1om G TG vooLAivey to 12° kKA g Evratikic Exknaidcvong g EAAnvikig
Evéoxkpiwvoroywnc Etapeiog, Zanneio, AOnva, 6-8 Oefpovapiov 2009
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23.

24,

25.

26.

27.

28.

Ewonyntpua og Ztpoyyoin Tpdmela pe 6épa «Nedtepa dedopéva ota Y mokAviKd
Xovopopay, 340 MaveAiqvio latpiké Xvvéopro 20-24 Maiov 2008

Addeén pe Bépa «@vtoototpoydvor 6to 350 IMaverijvio Xvvédpro Evookpivoroyiog
ko Metaporopov, Méyoapo Movoikng Adnvav 19-22 Maptiov 2008

Ewonyntpua ot Ammpepisoa Evéoxpivoroyiog kar Metapforiopod pe 0éua «Metaforikod
2ovopopo» [Mvevpoatiko Kévipo Tpimoing 8,9 AskeuPpiov 2007

Ewonynrpua og Ztpoyyvin Tpamela pe 0épa «Metafoikd XHvopopo-Epyastnpraxn
Aepedvnon» oto 40 Maveliivio Zovédpro latpuknig BlromaBolroyiog 12-15 Anpiriov
2006.

Ewonynrpua o Zrpoyyvin Tpanela pe 8épa «uvaike oty Eppnmvonovon» mov
dopydvaocav ot Afpot Iamdyov, Xorlapyos kot Ay.Ilapackevng, Askéupprog 2003
Ewonyntpua og Ztpoyyvin Tpdmela pe 6épa «Eapuoyég kot [poontucéc g latpikng
dvowmne» oto 1o Maveriivio Xovédpro Portntov latpkig, Osccalovikn, 15-17

AexepPpiov 1989.

YoppeToyn 6€ TPoedPEia cVVEIPIMV-CEPIVOPIMV :

[Tpdedpog o dareén pe Bépa " Ivoovrivn Degludec, 28n MetekmardgvTtiki) Zvvavrnon
¢ Evdokpivoroywkng Etanpeiag, Borhoc, 21-22 Maptiov 2014

[Ipdedpog e session "Ootd-ITodoevdokpivoroyia oto 40° Mavellqvio Zovédpro
Evéoxkpivoroyiog kar Metaforiopov, AOnva 17-20 Anpidiov 2013

[Tpdedpoc oe session "Ooctd" 36° Maverdqvio Xovédpro Evéokpivoloyiag kot
Merafoiopov, AreEovopovmoin, 8-11 Arpirkiov 2009

[Ip6edpoc oe dareln pe Bépa «EenPun Evdokpivoroyio» oto 3° Maveliqvio XZvvédpro
latpucnig Broynueiag, Caravel, A6mva, 26-29 Maptiov 2009

14. ZYTTPA®IKO - EPEYNHTIKO EPTO
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AHMOZIEYXEIX

- X d1e0viy peer-reviewed meprodika: 50 mAnpeig dnuooievoelg oe PubMed, ISI Web of
Science kat Google Scholar (1% cvyypagpéag oe 26 omd 50); BipAoypoticéc avagopés
1064 (Google Scholar); h-index: 17 (Google Scholar); vvoAikog cuvteAesTC amnyNoNG -
175,925 ; Méoog cuvtedeotng ammynong : 3,51

- Xg d1e0vn peer-reviewed supplements weprodikav : 13

- Ipoopikég kan poster mapovoidesis 6s Aedvi] kar EAinvika Xovédpro : 75 (26 og
debvn ko 49 e EAAnvikd Zovédpa )

- Kepdroro og AreOviy Brprio (+ niektpovikd): 6

- Movoypagisg, Keparara og EAAnvika Bipiio: 12

A. EgvO0YAOGGEC ONUOGLEVGELS

- ApOpa vé mpogTopacia: 3

e Kassi E, Sertedaki A, Evangelopoulos MA, Semaniakou A, Charmandari E, Chrousos G,
Moutsatsou P.

"Sequencing analysis of the NR3C1 glucocorticoid receptor alpha gene (exons 2-9) in
multiple sclerosis patients : association of polymorphisms with response to therapy"

e Nasiri-Ansari N, Spilioti E, Kalotychou V, Karin Dahlman-Wrigh, Moutsatsou P,
Papavassiliou A, Kassi E.

"Estradiol regulates the expression of endothelial-derived factors implicated in the
atheromatic plague vulnerability"

e Kassi E, Nasiri-Ansari N, Spilioti E, Kalotychou V, Dalagiorgou G, Moutsatsou P,
Papavassiliou AG

"Vitamin D decreases in vitro glucocorticoid sensitivity via down regulation of

glucocorticoid receptor expression”

Kotdloyoc 0NUoGLlEveE®mV

A. Anpoacievesis o€ o1e0vi peer-reviewed weprodika
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1. Kassi E, Spilioti E, Nasiri-Ansari N, Adamopoulos C, Moutsatsou P, Papapanagiotou A,
Siasos G, Papavassiliou AG.
Vascular inflammation and atherosclerosis: the role of estrogen receptors.
Current Medicinal Chemistry (accepted)

Impact Factor : 3,715
Citations :0

Abstract

Estrogen receptors mediate a numerous of favorable effects on cells and molecules
implicated in vascular inflammation and atherogenetic process. However, harmful effects
have also been suggested. Actually, premenopausal women have a significantly lower
risk for cardiovascular disease comparing to postmenopausal women or age matched
males while the incidence of cardiovascular disease is greater in postmenopausal than
premenopausal women of the same age.

The balance of expression of the various ER subtypes may play an important role in the
paradoxical characterization of estrogens as both beneficial and harmful.

The activation of the newly discovered estrogen receptor GPR30 appears to be of great
potential as therapeutic target in coronary heart disease, though the signaling mechanisms
mediated GPR30 function still have not fully elucidated.

Further research into vascular ERs is of great interest in order to promote the
development of specific ER-agonists with improved benefit/risk ratio.

The aim of this review is to summarize the involvement of each estrogen receptor
subtype in the direct estrogen effects in different cellular components that participate in
the atherosclerotic inflammatory process. We hope this knowledge will shed some light
to the reasons for this paradoxical characterization of estrogens as both beneficial and
harmful, and advance research in the development of specific ER-agonists with improved
benefit/risk ratio.
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2. Zapanti E , Polonifi A, Kokkinos M, Boutzios G, Kassi G, Ansari- Nasiri N, Kassi E*,
Polyzos A. *corresponding author
A novel mutation of the calcium-sensing receptor gene in a Greek family from Nisyros
Hormones (Athens) (accepted)

Impact Factor : 1,237
Citations :0

Abstract

Aim: Inactivating mutations of the calcium —sensing receptor (CASR) gene cause
familial hypocalciuric hypercalcaemia (FHH). Here we report 3 siblings with FHH
caused by a novel mutation in the calcium-sensing receptor (CASR).

Methods: A 60-year-old patient referred because of mild hypercalcaemia, increased PTH
levels and persistently low calcium/creatinine ratio. FHH was suspected and a family
biochemical and genetic analysis were performed.

Results: Sequencing of the CASR gene revealed a frame shift mutation (Val258Arg) in
the extracellular domain of the CASR that generates a stop codon 46 aminoacids later.
This heterozygous loss of function mutation in the CaSR gene causes reduced CaSR
sensing ability resulting in the clinical manifestation of FHH.

Conclusion: We report the identification of a novel heterozygous loss of function
mutation of the CASR gene in a Greek family from Nisyros island. Further prediction
and detailed functional studies are needed to clarify the exact role of this mutation on
CASR activity.

3. Kassi EN, Stavropoulos S, Kokkoris P, Galanos A, Moutsatsou P, Dimas C,
Papatheodorou A, Zafeiris C, Lyritis G.
Smoking is a significant determinant of low serum vitamin D in young and middle-aged
healthy males.
Hormones (Athens).2014 Nov 5. doi: 10.14310/horm.2002.1521.
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Impact Factor : 1,237
Citations : 0

Abstract

Objective: We aimed to determine the prevalence of 25(0OH)D (D2 and D3
independently) inadequacy in healthy young/middle-aged men and to investigate its
relationship with BMD, bone markers, demographic and lifestyle parameters such as age,
BMI, smoking, alcohol consumption and dietary calcium intake.

Design: We determined 25(OH)D levels using LC-MS/MS, a robust method for
measurement of both 25(0OH)D3 and 25(OH)D2, iPTH, osteocalcin, beta C terminal
cross-linked telopeptides of type I collagen (b-CTXs), procollagen type 1 amino-terminal
propeptide (PINP), BMD at L2-L4 and proximal femur, smoking habits, daily dietary
calcium intake and alcohol consumption in 181 randomly selected healthy men aged 20-
50y.

Results: The prevalence of vitamin D deficiency (25(OH)D <20ng/ml) was 50.3%. Only
8.8% of the participants had vitamin D sufficiency (25(OH)D >30ng/ml). We found a
strong correlation between 25(OH)D and smoking in the totality of participants
(p<0.001). 25(OH)D level was lower by approximately 4.3 ng/dl (p<0.001) in a smoker
compared to a non-smoker among the totality of participants, while this value increased
to 9.2ng/ml in the 40-50y subgroup (p=0.003). A multinomial logistic regression model
demonstrated that a young smoker (20-29y) had 58% increased likelihood of having
vitamin D deficiency compared to a non-smoker of the same age group (p=0.041).
Conclusions: A high prevalence of vitamin D deficiency was identified in a young and
middle-aged male population. Smoking is a significant determinant of serum 25(OH)D,
while it increases significantly the likelihood of having vitamin D deficiency. In our
hands, vitamin D levels are not a determinant of bone turnover and BMD in this

population.

Markopoulos MC, Kassi E, Alexandraki KI, Mastorakos G, Kaltsas G. MANAGEMENT
OF ENDOCRINE DISEASE: Hyperandrogenism after menopause. Eur J Endocrinol.
2015 Feb;172(2):R79-R91
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Impact Factor :3,686
Citations : 0

Abstract

Postmenopausal hyperandrogenism is a state of relative or absolute androgen excess
originating from either the adrenals and/or the ovaries, clinically manifested as the
appearance and/or increase in terminal hair growth or the development of
symptoms/signs of virilization. In either settings, physicians need to evaluate such
patients and exclude the presence of the relatively rare but potentially life-threatening
underlying tumorous causes, particularly adrenal androgen-secreting tumors. It has been
suggested that the rapidity of onset along with severity of symptom and the degree of
androgen excess followed by relevant imaging studies may suffice to identify the source
of excessive androgen secretion. However, up to date, there is no consensus regarding
specific clinical and hormonal indices and/or imaging modalities required for diagnostic
certainty. This is particularly relevant as the aging population is increasing and more
cases of postmenopausal women with clinical/biochemical evidence of
hyperandrogenism may become apparent. Furthermore, the long-term sequels of
nontumorous hyperandrogenism in postmenopausal women in respect to cardiovascular
morbidity and mortality still remain unsettled. This review delineates the etiology and
pathophysiology of relative and absolute androgen excess in postmenopausal women.
Also, it attempts to unravel distinctive clinical features along with specific hormonal cut-
off levels and/or appropriate imaging modalities for the facilitation of the differential
diagnosis and the identification of potential long-term sequels.

. Siasos G, Tousoulis D, Oikonomou E, Maniatis K, Kioufis S, Kokkou E, VVavuranakis M,

Zaromitidou M, Kassi E, Miliou A, Stefanadis C.
Vitamin D3, D2 and Arterial Wall Properties in Coronary Artery Disease.
Curr Pharm Des. 2014 Jun 19.
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Impact Factor :3,288
Citations : 0

Abstract

Obijectives: There are two major forms of vitamin D, vitamin D2 (ergocalciferol) and
vitamin D3 (cholecalciferol). We studied the effect of the different vitamin D fractions
(D3/D2) on arterial wall properties in coronary artery disease (CAD) patients.

Methods: We included 252 subjects with CAD. Endothelial function was evaluated by
flow mediated dilation (FMD). Carotid femoral pulse wave velocity (PWV) was
measured as an index of arterial stiffness and augmentation index (Al) as a measure of
reflected waves. Measures for 25(OH)D2 and 25(0OH)D3 were performed using Liquid
Chromatography Mass Spectrometry technology.

Results: From the study population, 155(62%), 66(26%) and 31(12%) were categorized
as having vitamin D deficiency, insufficiency and sufficiency respectively. There was no
difference between subjects with vitamin D deficiency, insufficiency and sufficiency in
FMD, Al and PWV (p=NS for all). Subjects with vitamin D insufficiency/deficiency had
significantly higher D2 to D ratio compared to subjects with vitamin D sufficiency.
Interestingly, FMD was positively associated with D2 to D ratio (rho=0.13, p=0.02) and
subjects with D2 levels<0.3ng/ml had impaired FMD compared to those with increased
D2 levels (p=0.048).

Conclusion: Vitamin D insufficiency/deficiency is highly prevalent in CAD subjects.
Vitamin D2 concentrations are positively associated with endothelial function. These

findings may suggest a beneficial role of vitamin D2 levels in vascular health.

. Kassi E, Chinou I, Spilioti E, Tsiapara A, Graikou K, Karabournioti S, Manoussakis M,
Moutsatsou P.

A monoterpene, unique component of thyme honeys, induces apoptosis in prostate cancer
cells via inhibition of NF-«B activity and IL-6 secretion.

Phytomedicine. 2014 Sep 25;21(11):1483-9.

Impact Factor : 2,877
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7.

Citations: 1

Abstract

We have previously demonstrated that Greek thyme honey inhibits significantly the cell
viability of human prostate cancer cells. Herein, 15 thyme honey samples from several
regions of Greece were submitted to phytochemical analysis for the isolation,
identification and determination (through modern spectral means) of the unique thyme
honey monoterpene, the compound trihydroxy ketone E-4-(1,2,4-trihydroxy-2,6,6-
trimethylcyclohexyl)-but-3-en-2-one. We investigated the anti-growth and apoptotic
effects of the trihydroxy ketone on PC-3 human androgen independent prostate cancer
cells using MTT assay and Annexin V-FITC respectively. The molecular pathways
involved to such effects were further examined by evaluating its ability to inhibit (a) the
NF-xB phosphorylation (S536), (b) JNK and Akt phosphorylation (Thr183/Tyr185 and
S473 respectively) and (c) IL-6 production, using ELISA method. The anti-microbial
effects of the trihydroxy ketone against a panel of nine pathogenic bacteria and three
fungi were also assessed. The trihydroxy ketone exerted significant apoptotic activity in
PC-3 prostate cancer cells at 100 uM, while it inhibited NF-xB phosphorylation and IL-6
secretion at a concentration range 10(-6)-10(-4)M. Akt and JNK signaling were not found
to participate in this process. The trihydroxy ketone exerted significant anti-microbial
profile against many human pathogenic bacteria and fungi (MIC values ranged from 0.04
to 0.57 mg/ml). Conclusively, the Greek thyme honey-derived monoterpene exerted
significant apoptotic activity in PC-3 cells, mediated, at least in part, through reduction of
NF-kB activity and IL-6 secretion and may play a key role in the anti-growth effect of
thyme honey on prostate cancer cells.

Spilioti E, Jaakkola M, Tolonen T, Lipponen M, Virtanen V, Chinou |, Kassi E,
Karabournioti S, Moutsatsou P.

Phenolic acid composition, antiatherogenic and anticancer potential of honeys derived
from various regions in Greece.

PLo0S One. 2014 Apr 21;9(4):e94860.
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Impact Factor : 3,534
Citations : 5

Abstarct

The phenolic acid profile of honey depends greatly on its botanical and geographical
origin. In this study, we carried out a quantitative analysis of phenolic acids in the ethyl
acetate extract of 12 honeys collected from various regions in Greece. Our findings
indicate that protocatechuic acid, p-hydroxybenzoic acid, vanillic acid, caffeic acid and p-
coumaric acid are the major phenolic acids of the honeys examined. Conifer tree honey
(from pine and fir) contained significantly higher concentrations of protocatechuic and
caffeic acid (mean: 6640 and 397 ug/kg honey respectively) than thyme and citrus honey
(mean of protocatechuic and caffeic acid: 437.6 and 116 ug/kg honey respectively). p-
Hydroxybenzoic acid was the dominant compound in thyme honeys (mean: 1252.5 pg/kg
honey). We further examined the antioxidant potential (ORAC assay) of the extracts,
their ability to influence viability of prostate cancer (PC-3) and breast cancer (MCF-7)
cells as well as their lowering effect on TNF- a-induced adhesion molecule expression in
endothelial cells (HAEC). ORAC values of Greek honeys ranged from 415 to 2129 pumol
Trolox equivalent/kg honey and correlated significantly with their content in
protocatechuic acid (p<0.001), p-hydroxybenzoic acid (p<0.01), vanillic acid (p<0.05),
caffeic acid (p<0.01), p-coumaric acid (p<0.001) and their total phenolic content
(p<0.001). Honey extracts reduced significantly the viability of PC-3 and MCF-7 cells as
well as the expression of adhesion molecules in HAEC. Importantly, vanillic acid content
correlated significantly with anticancer activity in PC-3 and MCF-7 cells (p<0.01, p<0.05
respectively). Protocatechuic acid, vanillic acid and total phenolic content correlated
significantly with the inhibition of VCAM-1 expression (p<0.05, p<0.05 and p<0.01
respectively). In conclusion, Greek honeys are rich in phenolic acids, in particular
protocatechuic and p-hydroxybenzoic acid and exhibit significant antioxidant, anticancer
and antiatherogenic activities which may be attributed, at least in part, to their phenolic

acid content.

. Kassi E, Soule E, Kominakis A Spilioti E, Moutsatsou P.
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Lack of association between estrogen receptor-alpha single-nucleotide polymorphism
(codon 594 G-->A) and postmenopausal osteoporosis
Hospital Chronicles 2014; 9 (2), 88-91

Impact Factor : 0
Citations : 0

Abstract

Objective : To investigate the association between estrogen receptor-alpha single-
nucleotide polymorphism (codon 594 G-->A) and postmenopausal osteoporosis.
Background : Recent studies have been suggested that estrogen receptor alpha (ERa)
gene is implicated in reduced bone mineral density. In the present study, we focused on
the relationship between genetic polymorphism in ERa 2014G>A (T594T) and
osteoporosis in postmenopausal women.

Methods : A total of 59 postmenopausal women were included in the study (21 normal,
24 osteoporotic, 14 osteopenic). PCR-RFLPs method was used to identify the ERa
2014G>A polymorphism.

Results and Conclusions : Our results support the lack of association between ERa codon
594 and BMD in postmenopausal women, since we found no allele and/or genotype
effect on BMD or age. Further studies in a larger sample of postmenopausal women are

needed to confirm our results.

. Kassi E, Adamopoulos C, Basdra E, Papavasilliou AG.
The role of Vitamin D in atherosclerosis.
Circulation 2013 Dec;128 (23), 2517-2531

Impact Factor : 14,948
Citations : 14

Abstract

Atherosclerosis, the principal cause of cardiovascular diseases is a process that involves a
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10.

complex interplay among different factors and cell types including cells of the immune
system (T cells, B cells, NK cells, monocytes/macrophages, dendritic cells) and cells of
the vessel wall (endothelial cells (ECs), vascular smooth muscle cells (VSMCs)). The
atherogenic process evolves in different stages, starting from the inflammatory
endothelial activation/dysfunction and resulting in plaque vulnerability and rupture.
Several cardiovascular risk factors have been recognized, amongst them, vitamin D
deficiency (25(OH)D < 20ng/ml) is recently emerging as a new one. In addition to its
well-defined role in bone and calcium metabolism, vitamin D has been identified as an
important factor in cardiovascular health.Vitamin D deficiency affects almost 50% of the
population worldwide while it hasbeen suggested that this pandemic might contribute to
the worldwide increased prevalence of CVD. Several mechanisms have been proposed to
account for this inverse relationship. Apart from its effects exerted on numerous tissues
and organs that indirectly participate in the atherosclerosis, vitamin D is also directly
involved in this systemic inflammatory process. Vitamin D receptors (VDRS) are present
in all cells implicated in the atherosclerosis including ECs, VSMCs and immune cells.
Vitamin D appears to regulate a wide range of physiologic and pathologic processes, like
vascular cell growth, migration and differentiation, immune response modulation,
cytokines expression, and inflammatory as wells as fibrotic pathways which all play a
crucial role, starting from the early stage of endothelial activation/dysfunction to the later
stages of the plaque vulnerability and rupture. In the present review we provide current
data on the vitamin D effects on cells directly implicated in atherosclerosis, such as
endothelial, VSMCs, and immune cells (lymphocytes, monocytes, macrophages etc.)
with a focus on the underlying molecular mechanisms which are still largely unknown.
We also summarize reports related to the favorable (anti-atherogenic) actions of vitamin
D in tissues and organs that indirectly participate in the atherogenic process. Finally, we
critically discuss clinical studies to assess the protective role of vitamin D and also the
efficacy of vitamin D and VDR agonists in CVD. Because a comprehensive background
is a prerequisite for further discussions on vitamin D-induced effects, we provide a brief

description of vitamin D metabolism and mechanism of action.

E. Kassi, C. Dimas, M. Dalamaga, A. Panagiotou, Z. Papoutsi, E. Spilioti, P. Moutsatsou.
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Sideritis euboea extract lowers total cholesterol but not LDL cholesterol in humans: a
randomized controlled trial.
Clinical Lipidology 2013; 8 (6), 627-634

Impact Factor : 0,855
Citations : 0

Abstract

Aim: Sideritis euboea is a widely consumed beverage, known as mountain tea. We
evaluated the biological activity of S.euboea in healthy human subjects focusing on
serum cardiovascular factors including lipids, inflammation and glucose homeostasis
markers.

Patients & Methods: In a double-blind study, 54 participants were randomly assigned to
consume S.euboea aqueous extract food (n=27, intervention group) or a placebo food
(n=27, control group) for one month period. Forty-seven participants were finally
included in the analysis. Serum lipids [total cholesterol, HDL-C, LDL-C, triglycerides,
Lp(a)], HOMA and inflammatory markers were determined.

Results: Total cholesterol was reduced significantly in the intervention group while no
beneficial effects on other lipid parameters and inflammatory markers were observed. In
females, S.euboea ameliorated significantly HOMA index.

Conclusions: The consumption of S. euboea induces only a significant total cholesterol
lowering effect while it exerts insulin-sensitizing actions in females. Larger studies with a

longer intervention period should be performed.
Kaltsas G, Chrisoulidou A, Piaditis G, Kassi E, Chrousos G.
Current status and controversies in adrenal incidentalomas.

Trends Endocrinol Metab. 2012 Dec;23(12):602-9

Impact Factor : 8,868
Citations: 4
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Abstract

Adrenal incidentalomas (Al) are serendipitously discovered lesions during abdominal
imaging studies that need to be investigated for evidence of hormonal hypersecretion
and/or malignancy. Because imaging modalities can reliably identify lesions that carry a
high risk of malignancy, we focus on the identification of hypersecretory lesions and
those with subclinical activity, particularly Cushing syndrome. Because diverse
diagnostic tests and cut-offs are employed, the prevalence of hypersecretory Al varies
widely, and there is controversy regarding their long-term sequelae. In this article we
provide information regarding current radiological means to define the nature of Al, and
the most appropriate biochemical tests for delineating hypersecretory states. We also
discuss the duration and intensity of Al follow-up as well as the identification of Al that

require specific therapeutic intervention.

Siasos G, Tousoulis D, Oikonomou E, Maniatis K, Kioufis S, Kokkou E, Miliou A,
Zaromitidou M, Kassi E, Stefanadis C.

Vitamin D serum levels are associated with cardiovascular outcome in coronary artery
disease.

Int J Cardiol. 2013 Oct 9;168(4):4445-7

Impact Factor : 6,175
Citations: 2

E. Kassi, G.P.Chrousos.
The central CLOCK system and the stress axis in health and diseases.
Hormones (Athens). 2013 Apr-Jun;12(2):172-91

Impact Factor : 1,237

Citations : -
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The Hypothalamic-Pituitary-Adrenal (HPA) axis and the precise regulation of its function
are critical for the successful response to any stressor as well as under nonstressfull
situations. At the hypothalamic-pituitary level, CRH is released into the hypophyseal
portal system and acts as the principal regulator of the anterior pituitary ACTH secretion.
Secretion of ACTH is dependent upon the binding of CRH on the CRH-R1 receptors of
the corticotrophs, while AVP acts as a potent synergistic factor of CRH with little ACTH
secretagogue activity by itself. Recently, it is shown that the stress-induced secretion of
ACTH by corticotrophs is mediated through their depolarization which in turn mediated
via intermediate conductance calcium-activated (SK4) potassium channels.

In nonstressful situations, both CRH and AVP are secreted in the portal system in a
circadian and highly concordant pulsatile fashion. Actually, the activity of the HPA axis
is characterized not only by a classic circadian rhythm, but also by an ultradian pattern of
discrete pulsatile release of glucocorticoids. Glucocorticoids are the final effectors of the
HPA axis. These hormones are pleiotropic and exert their effects through their
ubiquitously distributed intracellular receptors GRo and GRp, both members of the
nuclear receptor superfamily. The circadian release of ACTH/cortisol in their
characteristic pulsatile manner appears to be controlled by one or more pace makers,
whose exact location in the brain is yet not fully explored in humans. These diurnal
variations are perturbed during daily activities like eating, sleeping etc. while they are
disrupted under stress conditions.

Dysregulation of the HPA axis in basal conditions or in response to acute or chronic
(including psychosocial) stress appear to be closely related to the onset and/or the
progression of several diseases like metabolic syndrome, depression, and autoimmune
diseases. Herein, we aim to review the current knowledge of the mechanisms that
regulate the ACTH and cortisol secretion under nonstressful conditions maintaining
homeostasis as well as under stressful environment, in an attempt to delineate the
involvement of the ‘stress-response’component in disorders afflicting a large number of

people.

14. Moutsatsou P, Kassi E, Papavassiliou AG.
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Glucocorticoid receptor signaling in bone cells.
Trends Mol Med. 2012 Jun;18(6):348-59

Impact Factor: 10,11
Citations : 20

Abstract

Glucocorticoids are used for treating a wide range of diseases including inflammation and
autoimmune disorders. However, there are drawbacks, primarily due to adverse effects on
bone cells resulting in osteoporosis. Evidence indicates that the ratio of benefits to
adverse effects depends greatly on glucocorticoid receptor (GR)-mediated mechanisms.
Delineating GR-mediated signaling in bone cells will allow development of selective GR
ligands/agonists (SEGRAS), which would dissociate the positive therapeutic (anti-
inflammatory) effects from the negative effects on the skeleton. The present review
provides an in-depth account of the current knowledge of GR-mediated transcriptional
regulation of specific genes and proteins engaged in the proliferation, differentiation, and
apoptosis of bone cells (osteoblasts, osteocytes, osteoclasts). We hope this knowledge

will advance research in the development of SEGRASs with improved benefit/risk ratios.

Kassi E, Papavassiliou AG.
Glucose can promote a glucocorticoid resistance state.
J Cell Mol Med. 2012 May;16(5):1146-9

Impact Factor : 3,698
Citations : 0

Abstract

It has been shown that ingestion of glucose, amino acids, protein or mixed meals tends to
increase serum and salivary cortisol concentrations in healthy adults. Recently, it has
been demonstrated that morning glucose ingestion stimulates pulsatile cortisol and

adrenocorticotropic  hormone (ACTH) secretion, thus elevating their mean
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concentrations. In light of the above, a question arises: could the frequent food--and
specifically glucose--consumption lead to hypercortisolism with possible clinical
implications? And can the human body, under normal conditions raise defence
mechanisms against the transient hypercortisolism caused by the frequent glucose
consumption? Studies have revealed novel mechanisms, which are implicated in the
glucocorticoid receptor (GR)-mediated action, providing a kind of glucocorticoid
resistance. This glucocorticoid resistance could be mediated through both enhancing
acetylation (via, among others, regulation of essential clock genes such as Per) and
inhibiting deacetylation of GR (via possible regulation of sirtuin activity). Interestingly,
the acetylation/deacetylation processes seem to be regulated by glucose. Thus, glucose
apart from causing increased cortisol secretion can, simultaneously, counter-regulate this
hypercortisolism, by promoting directly and/or indirectly a glucocorticoid resistance
state. Undoubtedly, before extracting conclusions regarding the clinical significance of
the increased cortisol secretion following glucose ingestion, we should first thoroughly

investigate the 'defence’ mechanisms provided by 'nature’ to handle this hypercortisolism.

Kassi E, Paliogianni A, Dontas I, Aligiannis N, Halabalaki M, Papoutsi Z, Skaltsounis
AL, Moutsatsou P.

Effects of Sideritis euboea (Lamiaceae) aqueous extract on IL-6, OPG and RANKL
secretion by osteoblasts.

Nat Prod Commun. 2011 Nov;6(11):1689-96

Impact Factor: 0,924
Citations: 1

Abstract

The water extract obtained from the aerial parts of Sideritis euboea (Lamiaceae), which is
known in Greece as 'mountain tea’', was investigated by determining the in vitro effect of
this extract on the IL-6, OPG and RANKL secretion by osteoblasts, three important
molecules in osteoblast-osteoclast interplay. The results showed that this extract reduced

significantly the secretion of IL-6 by KS-483 osteoblasts, while it also suppressed
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RANKUL secretion, with both effects being dose-dependent and more potent at the higher
concentrations tested (50, 100 microg/mL). We further determined the chemical profile
of the extract by applying an analytical U-HPLC-DAD-ESI-MS/MS method using the
high resolution hybrid LTQ-Orbitrap Discovery spectrometer. An ESI source in negative
mode was employed. The analysis indicated that the water extract of S. euboea is rich in

flavonoid glycosides, and phenylpropanoid glycosides.

Kassi E, Pervanidou P, Kaltsas G, Chrousos G.
Metabolic syndrome: definitions and controversies.
BMC Med. 2011 May 5;9:48

Impact Factor : 7,276
Citations : 290

Abstract

Metabolic syndrome (MetS) is a complex disorder defined by a cluster of interconnected
factors that increase the risk of cardiovascular atherosclerotic diseases and diabetes
mellitus type 2. Currently, several different definitions of MetS exist, causing substantial
confusion as to whether they identify the same individuals or represent a surrogate of risk
factors. Recently, a number of other factors besides those traditionally used to define
MetS that are also linked to the syndrome have been identified. In this review, we
critically consider existing definitions and evolving information, and conclude that there
is still a need to develop uniform criteria to define MetS, so as to enable comparisons
between different studies and to better identify patients at risk. As the application of the
MetS model has not been fully validated in children and adolescents as yet, and because
of its alarmingly increasing prevalence in this population, we suggest that diagnosis,
prevention and treatment in this age group should better focus on established risk factors
rather than the diagnosis of MetS.

Kazanis K, Dalamaga M*, Kassi E*, Nounopoulos C, Manolis AS, Merantzi G, Jullien

G, Dionyssiou-Asteriou A.
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Serum levels of ischemia modified albumin in overweight/obese postmenopausal women:
a potential biomarker of atherosclerotic burden associated with oxidative stress.
Maturitas. 2011 Oct;70(2):182-7

Impact Factor : 2,861
Citations : 12

Abstract

Objective: Menopause is associated with weight gain and an increase of cardiovascular
risk. The aim of the present study was to estimate serum ischemia-modified albumin
(IMA) levels in postmenopausal women and evaluate their association with body mass
index (BMI) and coronary artery disease (CAD).

Methods: The study included 130 non-smoker postmenopausal women aged 43-80: 40
with BMI 26-32 kg/m(2) (Group A), 60 with BMI 21-25 kg/m(2) (Group B), and 30 with
documented CAD and BMI 23-29 kg/m(2) (Group C). Serum IMA, albumin, hsCRP and
NT-proBNP, glucose and insulin were measured. Homeostasis assessment model score
(HOMA) and Quantitative insulin sensitivity index (QUICKI) were co-estimated.

Results: Serum IMA and IMA to albumin ratio were significantly elevated in Group A as
compared to Group B (p<0.001) and similar to those of Group C. hsCRP and NT-
proBNP did not differ between Groups A and B while they were lower in comparison to
Group C (p<0.001). Glucose, insulin and HOMA were elevated in Group A compared to
Group B (p<0.001) while QUICKI was lower (p<0.001). In Group A, IMA was
positively correlated with BMI, hsCRP, insulin, HOMA and negatively with QUICKI. In
postmenopausal women, multivariable regression analysis revealed that obesity was the
strongest significant determinant of circulating IMA levels (p<0.001) contributing,
therefore, to the elevated serum IMA concentration.

Conclusion: Postmenopausal obesity is associated with elevated serum IMA possibly due

to obesity associated oxidative stress. IMA measurement could provide an assessment of
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atherosclerotic burden in postmenopausal women. Further clinical evaluation is under

investigation.

Pneumaticos SG, Zafeiris CP, Chronopoulos E, Kassi E, Lyritis GP.
Vitamin D deficiency resulting to a subsequent vertebral fracture after kyphoplasty.
J Musculoskelet Neuronal Interact. 2011 Mar;11(1):81-3

Impact Factor : 2,4
Citations : 2

I. Dontas, P. Lelovas, S. Kourkoulis, N. Aligiannis, A.Paliogianni, S. Mitakou, A.
Galanos, E.Kassi, A.Mitousoudis, T. Xanthos, N.Papaioannou, G. Lyritis.

Protective effect of Sideritis euboea extract on bone mineral density and strength of
ovariectomized rats
Menopause - (The Journal of The North American Menopause Society) 2011
Aug;18(8):915-22.

Impact Factor : 2,807
Citations : 4

Abstract

Objective: The aim of this study was to investigate the potential protective effect of
Sideritis euboea extract (SID), commonly consumed as "mountain tea"”, on bone mineral
density (BMD) and strength of the ovariectomized (OVX) rat model of osteoporosis.
Methods: Thirty-two 10-month-old Wistar rats were separated in Controls (sham-
operated), OVX, and OVX plus SID in their drinking water (dose 330 mg/kg body
weight/day), starting immediately after OV X for 6 months. Tibial BMD at baseline, 3 and
6 months post-OVX, and three-point-bending of the femur, body and uterine weight at

the study end, were examined.
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Results: BMD % change from baseline of the whole tibia was similar in Control and
OVX+SID rats at 3 months (-3.02 vs. -4.67%, p NS) revealing a strong osteoprotective
effect. At 6 months the corresponding changes were -6.02 vs. -14.37%, p<0.05,
indicating a greater bone loss in treated rats, albeit significantly less than the OVX
change (-20.46%, OVX vs. OVX+SID p<0.05). The proximal (metaphyseal) tibial BMD
% change from baseline to 3 and 6 months between OV X and OVX+SID (- 26.47 vs. -
15.57%, and -31.22 vs. -16.57% respectively) were statistically significant,
demonstrating that SID preserved proximal tibial BMD of the OVX+SID group
significantly. Three-point-bending showed a significant increase in the treated compared
to the OV X group. Body and uterine weightswere similar in OV X and treated groups.
Conclusions: The SID extract significantly protected tibial bone loss and improved
femoral biomechanical strength in OV X+SID rats compared to OV X rats.

Zografos GN, Farfaras AK, Kassi E, Vaidakis DN, Markou A, Kaltsas G, Piaditis G.
Laparoscopic Resection of Pheochromocytomas With Delayed Vein Ligation.
Surg Laparosc Endosc Percutan Tech 2011 Apr;21(2):116-9.
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Abstract

Objective: Laparoscopic adrenalectomy has been established as the surgical procedure of
choice for benign adrenal diseases. Laparoscopic adrenalectomy for pheochromocytoma
has been the subject of debate, due to potential systemic consequences of
pneumoperitoneum in patients with catecholamine-secreting tumors and a perceived
increased risk of malignancy for large-sized tumors. In this study we present our
experience for laparoscopic resection of pheochromocytomas, and evaluate the safety of

delayed adrenal vein ligation.
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Methods: A total of 32 adrenalectomies for pheochromocytoma were performed between
June 1997 and December 2009. Four paragangliomas, operated in the same period are not
included in this series. All patients were investigated and operated on using an
established departmental protocol. Preoperative diagnosis, operative details,
complications, length of hospital stay, morbidity, and follow-up were documented from
the hospital records of 200 patients who underwent 208 adrenalectomies for benign and
malignant adrenal tumors in the same period.

Results: Thirty-two tumors were removed from 31 patients (17 men; mean age, 54 v;
range, 19 to 72 y). One patient with MEN IIA underwent bilateral resection of
pheochromocytomas in 2 stages. Tumor size in laparoscopic procedures ranged from 2.2
to 10.5 cm (mean, 4.97 cm). Operative time was from 55 to 210 minutes (mean, 110
min). Twenty-seven patients had sporadic disease (2 potentially malignant, 2 malignant),
and 4 in the context of a familiar syndrome (2 MEN I1A syndrome, 1 Von Hippel Lindau
syndrome and Recklinghausen disease, respectively). Twenty-four patients underwent
laparoscopic adrenalectomy, 2 patients had open approach from the start for recurrent
malignant pheochromocytoma and large benign tumor respectively, 1 patient had open
approach due to inoperable malignant pheochromocytoma, and 4 patients had
conversions from laparoscopic to open procedure. All patients with paragangliomas
underwent open approach from the start. The mean hospital stay was 2 days (range, 1 to 3
d) for the laparoscopic procedures. All patients underwent late ligation of the main
adrenal vein. Five patients received sodium nitroprusside intraoperatively to treat
hypertension. One patient developed pulmonary embolism after the operation, and
succumbed 1 month later. There were no recurrences for the benign tumors during the
follow-up period.

Conclusions: Laparoscopic adrenalectomy for pheochromocytoma although safe, should
be converted to open for difficult dissection, to avoid tumor disruption, and recurrence.
Hemodynamic instability can be prevented and is not influenced by early or late ligation
of the adrenal vein. Delayed main adrenal vein ligation is a safe alternative to the “vein

first” technique.
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Moutsatsou P, Papoutsi Z, Kassi E, Heldring N, Zhao C, Tsiapara A, Melliou E,
Chrousos GP, Chinou I, Karshikoff A, Nilsson L, Dahlman-Wright K.
Fatty acids derived from royal jelly are modulators of estrogen receptor functions.
PLoS One. 2010 Dec 22;5(12):e15594.
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Abstract

Royal jelly (RJ) excreted by honeybees and used as a nutritional and medicinal agent has
estrogen-like effects, yet the compounds mediating these effects remain unidentified. The
possible effects of three RJ fatty acids (FAs) (10-hydroxy-2- decenoic-10H2DA, 3,10-
dihydroxydecanoic-3,10DDA, sebacic acid-SA) on estrogen signaling was investigated in
various cellular systems. In MCF-7 cells, FAs, in absence of estradiol (E2), modulated
the estrogen receptor (ER) recruitment to the pS2 promoter and pS2 mRNA levels via
only ERDb but not ERa, while in presence of E2 FAs modulated both ERb and ERa.
Moreover, in presence of FAs, the E2-induced recruitment of the EABL co-activator
peptide to ERa is masked and the E2- induced estrogen response element (ERE)-
mediated transactivation is inhibited. In HelLa cells, in absence of E2, FAs inhibited the
ERE-mediated transactivation by ERb but not ERa, while in presence of E2, FAs
inhibited ERE-activity by both ERb and ERa. Molecular modeling revealed favorable
binding of FAs to ERa at the co-activator-binding site, while binding assays showed that
FAs did not bind to the ligand-binding pocket of ERa or ERb. In KS483 osteoblasts, FAs,
like E2, induced mineralization via an ER-dependent way. Our data propose a possible
molecular mechanism for the estrogenic activities of RJ’s components which, although
structurally entirely different from E2, mediate estrogen signaling, at least in part, by

modulating the recruitment of ERa, ERb and co-activators to target genes

E. Kassi, P. Moutsatsou.
Glucocorticoid receptor signaling and prostate cancer.
Cancer Letters 2011 Mar 1;302(1):1-10
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Abstract
Glucocorticoids (GCs) are provided to hormone-refractory prostate cancer (HRPC)

patients partly due to the inhibitory effects on adrenal androgen production acting as a
pituitary suppressant. Nowadays, the combination of chemotherapy and dexamethasone
is a standard treatment for HRPC patients while increasing evidence suggests that a lot of
local tissue factors like growth factors, angiogenic/lymphogenic factors, apoptosis-related
factors, cytokines related to the transition of prostate cancer from androgen dependence
to hormone- refractory status, are among the targets of GR signaling. However, although
glucocorticoids have been recognized to be one of a limited number of treatment options
for HRPC, the molecular basis of GC-induced effects in prostate cancer remains poorly
defined. In this review, we focus on how GCs induce effects via the GR-mediated
transcriptional regulation of specific genes known to play key roles in cellular/tissue
functions, including growth, apoptosis, inflammation, metastasis, differentiation, cell
survival and angiogenesis. In our effort to unravel the molecular interplay of GR
signaling with other signaling cascades prevalent in prostate cancer, we also include a
detailed description of GR gene and protein structure/function and provide the knowledge
gained recently into the mechanism(s) of the cross talk between GR and other signaling
cascades via which GCs exert their multiple effects.

E.Kassi, P. Moutsatsou.
Estrogen Receptor Signaling and Its Relationship to Cytokines in Systemic Lupus
Erythematosus.

Journal of Biomedicine and Biotechnology, 2010:317452.

Impact factor : 2,706
Citations : 35
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Abstract

Dysregulation of cytokines is among the main abnormalities in Systemic Lupus
Erythematosus (SLE). However, although, estrogens, which are known to be involved in
lupus disease, influence cytokine production, the underlying molecular mechanisms
remain poorly defined. Recent evidence demonstrates the presence of estrogen receptor in
various cell types of the immune system, while divergent effects of estrogens on the
cytokine regulation are thought to be implicated. In this paper, we provide an overview of
the current knowledge as to how estrogen-induced modulation of cytokine production in
SLE is mediated by the estrogen receptor while simultaneously clarifying various aspects
of estrogen receptor signaling in this disease. The estrogen receptor subtypes, their
structure, and the mode of action of estrogens by gene activation and via extranuclear
effects are briefly presented. Results regarding the possible correlation between estrogen
receptor gene polymorphisms and quantitative changes in the receptor protein to SLE
pathology and cytokine production are reviewed.

Department of Biological Chemistry, Medical School, University of Athens, Goudi,
11527 Athens, Greece.

N. Dioufa, E. Kassi, A.G. Papavassiliou & H. Kiaris.
Atypical induction of the unfolded protein response by mifepristone.
Endocrine 2010 Oct;38(2):167-73

Impact factor : 3,527
Citations:14

Abstract

Mifepristone is a synthetic progesterone antagonist that is being used widely for the
treatment of various conditions such as endometriosis, glaucoma,meningiomas, breast,
ovarian and prostate cancer, as well as for research purposes, in the conditional induction
of gene expression by using artificial plasmid-based systems. Here, we report that
exposure of A549 human lung cancer cells to mifepristone caused an atypical induction

of the cellular unfolded protein response, as evidenced by the time-dependent stimulation
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of RNA levels of the chaperone Grp94 and PDla, as well as the endoplasmic reticulum
stress-associated receptors ATF6, PERK and elF2 but not of their downstream target,
transcription factor ATF4. This profile was very different from that of progesterone,
which at the same dose as mifepristone, failed to induce all of the ER-stress-related genes
examined, apart from PERK. Furthermore, XBP1, a transcription factor that is regulated
predominantly by alternative splicing by the IRE1 receptor, remains unspliced and
therefore inactive either by mifepristone or progesterone treatment. Finally, the pro-
apoptotic molecules CHOP and BIM are only induced in the presence of tunicamycin in
the culture medium. Tunicamycin, the most commonly used pharmacologic inducer of
ER stress that triggers the canonical ER stress response, was used for comparison
purposes. Our results suggest that mifepristone can elicit an atypical ER stress response
when used at different doses and for different time points. The subsequent induction of
UPR should be taken into consideration when this agent is being used either for
therapeutic or for experimental uses.

Department of Biological Chemistry, Medical School, University of Athens, Kifisia,
Athens, Greece

Kassi E, Dalamaga M, Hroussalas G, Kazanis K, Merantzi G, Zachari A, Giamarellos-
Bourboulis EJ, Dionyssiou-Asteriou A. Adipocyte factors, high-sensitive C-reactive
protein levels and lipoxidative stress products in overweight postmenopausal women with

normal and impaired OGTT.
Maturitas. 2010 Sep;67(1):72-7.
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Citations : 17

Abstract
Objective: In obese postmenopausal women we assessed leptin and adiponectin, high-
sensitive C-reactive protein (hsCRP), serum lipids and lipoxidative stress products:

oxidized LDL (oxLDL) and malondialdehyde (MDA), in relation to impaired glucose
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tolerance (IGT).

Methods: Thirty-eight overweight/obese postmenopausal women were included in the
study. Eighteen with normal glucose metabolism (NGT) and twenty with IGT, as it is
diagnosed by OGTT. Serum leptin, adiponectin, hsCRP and MDA were measured at time
0 and 120 min of OGTT while total-cholesterol, LDL, HDL, triglycerides, oxLDL and
anti-oxLDL autoantibodies at time 0. Insulin resistance (HOMA)/sensitivity (QUICKI)
indexes were estimated.

Results: In subjects with NGT, hsCRP was positively correlated with fasting leptin and
HOMA, while in subjects with IGT negatively with QUICKI. In both groups, hsCRP was
positively correlated with fasting insulin, body mass index and waist circumference.
Fasting adiponectin was positively associated with HDL in both groups and negatively
with triglycerides in subjects with NGT as well as with serum glucose levels at time 120
min of OGTT in subjects with IGT. No association was observed between oxLDL and
adipokines. A significant positive association was found between oxLDL and HOMA in
subjects with IGT. During OGTT there was a significant increase of leptin and MDA
levels in both groups.

Conclusisons: A relationship exists between obesity, insulin and sub-clinical
inflammation. Leptin and lipid peroxidation are linked to hyperglycaemic state while
oxLDL might be considered as a predictor of insulin resistance. Adiponectin could exert

its antiatherogenic effect through HDL independently of the presence of IGT.

E.Kassi, G.Kaltsas, G. Zografos, G.Chrousos. Current issues in the diagnosis and

management of adrenocortical carcinomas.
Expert Review of Endocrinology and Metabolism, 2010 5(3), 451-466
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Citations : 0

Abstract
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Adrenocortical carcinoma is a relatively rare and heterogenous malignancy with evolving
diagnostic and therapeutic approaches. The majority of previous information, mainly
derived from small-sized series, considered it as a highly malignant tumor with imminent
prognosis. However, recent expanded multicenter and multinational databases have
produced a considerable amount of information regarding the relation of tumor extent and
prognosis, predictors of biological behavior and response to established and evolving
therapeutic modalities. Current management of adrenocortical carcinoma involves a
multidisciplinary approach and is based on near-total surgical excision and adjuvant
therapy with one or more therapeutic schemes based on tumor biology and staging.
Mitotane, with or without chemotherapy, remains the cornerstone of treatment, whereas
the role of radiotherapy is evolving. Molecular markers are vigorously explored to
stratify patients at high risk for recurrence and exploit newer therapeutic approaches.

Tsinti M, Kassi E, Korkolopoulou P, Kapsogeorgou E, Moutsatsou P, Patsouris E,

Manoussakis MN.

Functional estrogen receptors alpha and beta are expressed in normal human salivary
gland epithelium and apparently mediate immunomodulatory effects.

Eur J Oral Sci. 2009 Oct;117(5):498-505

Impact factor : 1,729
Citations : 20

Salivary gland epithelial cells (SGECs) have been shown to participate in immunological
responses and have been implicated in the pathogenesis of Sjogren's syndrome (SS).
Experimental evidence from animal models indicates that estrogen deficiency may also
participate in SS pathogenesis. However, the expression and functionality of the estrogen
receptors alpha (ERalpha) and beta (ERbeta) in normal human salivary epithelium is
unknown. To investigate these points, formalin-fixed, paraffin-embedded specimens and
cultured non-neoplastic SGEC lines derived from nine minor salivary gland (MSG)

biopsies with normal histology were studied. Immunohistochemical analyses detected the
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epithelial expression of ERalpha, ERbetal, and ERDbeta2 protein isoforms both in MSG
tissues and in cultured SGECs. Such epithelial expression was verified by
immunoblotting of various ER proteins in cellular extracts of cultured SGECs (full-
length-ERalpha, ERalpha-Delta3, ERbetal-long, ERbetal-short, and ERbeta2-long
isoforms). Estrogens did not induce growth or apoptosis in cultured SGECs. However,
similarly to other cellular systems, treatment of cultured SGECs with estrogens (17beta-
estradiol and the ERalpha- and ERDbeta-selective agonists propylpyrazole-triol and
diarylpropiolnitrile, respectively) inhibited the interferon-gamma-inducible expression of
intercellular adhesion molecule-1. This finding corroborated the functionality of ER
expressed by SGEC. Our results suggest that salivary epithelium expresses constitutively
functional ERalpha and ERbeta proteins that apparently mediate immunomodulatory

effects.
Department of Pathophysiology, National and Kapodistrian University of Athens,

Athens, Greece.
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Ursolic acid triggers apoptosis and bcl-2 downregulation in MCF-7 breast cancer cells.
Cancer Investigation 2009 Aug;27(7):723-33

Impact factor : 2,060
Citations : 60

Abstract

In this report we determine the ability of ursolic acid (UA) to induce apoptosis and to
modulate glucocorticoid receptor (GR) and Activator Protein-1 (AP-1) in MCF-7 cells.
The UA-induced apoptosis (53 microM), the PARP cleavage, and the decrease in Bcl-2
protein (53 microM) support the notion that UA induces apoptosis through the intrinsic
mitochondrial pathway. UA binds GR (relative binding affinity: 2.57) and translocates

GR into nucleus, suggesting its potential as a GR modulator. UA had no effect on GRE-
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or TRE-driven gene expression. In summary, UA is a GR modulator and may be
considered as a potential anticancer agent in breast cancer.
Laboratory of Biological Chemistry, Medical School, University of Athens, Athens,

Greece.

Kassi E, Diamanti-Kandarakis E.

The effects of insulin sensitizers on the cardiovascular risk factors in women with

polycystic ovary syndrome

J Endocrinol Invest. 2008; 31(12):1124-31

Impact Factor : 1,552

Citations: 15

Abstract

Polycystic ovary syndrome (PCOS) is the most common endocrine disorder in pre-
menopausal women characterized by menstrual cycle disturbances, chronic anovulation,
and clinical and/or biochemical hyperandrogenism. Although, the primary etiology of
PCOS remains unknown, insulin resistance/hyperinsulinemia plays a pivotal role in the
pathogenesis of the syndrome. A growing body of recent data support that women with
PCOS have displayed an increased prevelance of cardiovascular disease (CVD) risk
factors putting potentially at a hight risk for heart disease. Most of these CVD risk factors
are etiologically correlated with insulin resistance/hyperinsulinemia, highlighting the role
of insulin sensitizers in the therapeutic quiver for the chronic treatment of PCOS. In this
review, we discuss the current literature on the CVD risk factors in PCOS and the

influence of insulin sensitizers upon these risk factors.

Kassi E, Dalamaga M, Faviou E, Hroussalas G, Kazanis K, Nounopoulos C, Dionyssiou-
Asteriou A

Circulating oxidized LDL levels, current smoking and obesity in postmenopausal women.

53



Atherosclerosis. 2009 Jul;205(1):279-83.

Impact factor : 3,971
Citations : 14

Abstract

Obijective : The aim of the present study was to estimate circulating oxidized low-density
lipoprotein (oxLDL) levels in postmenopausal women and evaluate their association with
obesity and smoking status.

Design and Methods : The study included 135 postmenopausal women aged 52-75 years.
Forty of them were overweight (BMI 32.4+/-6.4) and non-smokers (Group A), 40 non-
overweight (BMI 22.6+/-1.8) and smokers (Group B) and 55 non-overweight (BMI
23.5+/-1.4) and non-smokers (Group C). oxLDL and antibodies against them (anti-
oxLDL) were measured using ELISA. Serum total cholesterol, LDL, HDL and
triglycerides were measured in an automated analyzer.

Results: Total cholesterol, LDL, HDL and oxLDL serum levels were significantly
elevated in Group A as compared to Group B or C, as well as oxLDL in Group B in
comparison to Group C (p<0.001). Triglycerides and anti-oxLDL were increased in
Group A in comparison to Group C (p=0.043 and 0.023). Total cholesterol, LDL,
triglycerides and anti-oxLDL did not differ between Groups B and C, while HDL was
decreased in Group B as compared to Group C (p<0.001). A significant positive
correlation was found between oxLDL and LDL in Group A (r=0.53, p<0.001) as well as
in Group C (r=0.955, p<or=0.001) and a negative one between oxLDL and HDL in
Group C (r=-0.933, p<0.001). Regression analysis revealed that obesity was a stronger
predictor of LDL oxidation than smoking.

Conclusions: Postmenopausal obesity is involved in the process of LDL oxidation and
appears to be a stronger predictor of LDL oxidation than smoking. Future studies are

needed to confirm these associations.
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Essential role of p21/wafl in the mediation of the anti-proliferative effects of GHRH
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Abstract

GHRH, besides its neuroendocrine action in controlling the release of GH from the
pituitary, stimulates the growth of various cancers in vivo and in vitro by direct
mechanism(s). However, the molecular mechanism that mediates these proliferative
effects of GHRH in extrapituitary tissues remains poorly characterized. In the present
study, we investigated whether the tumor suppressor p21/wafl is involved in the
mediation of the proliferative effects of GHRH in A549 human lung cancer epithelial
cells. Exposure of A549 cells to the GHRH antagonist JMR-132 caused a significant
inhibition in the rate of cell proliferation. In A549 cells, GHRH suppressed while JMR-
132 increased the levels of p21 expression in a dose-dependent manner. This suggests
that GHRH could regulate p21 levels. We then evaluated whether p21 is required in
A549 cells for the regulation of cell proliferation by GHRH. To this end, we knocked-
down p21 expression in A549 cells by siRNA and assessed the effects of antagonist
JMR-132 on cell proliferation. We found that the loss of p21 expression abolished the
anti-proliferative effects of JMR-132. Suppression of p21 expression by siRNA in human
HT29 colon cancer cells and non-transformed mouse osteoblasts KS483 also blocked the
anti-proliferative effects of JMR-132 suggesting that the regulation of cell proliferation
by GHRH is p21 dependent. These results shed light on the molecular mechanism of
action of GHRH antagonists in tumor tissues and suggest that the antineoplastic activity

of GHRH antagonists could be considered for the treatment of cancers expressing p21.
Department of Biological Chemistry, University of Athens Medical School, 11527

Athens, Greece.

55



33.

34.

Eva Kassi and Athanasios G. Papavassiliou.

A possible role of osteocalcin in the regulation of insulin secretion: human in vivo
evidence?

J Endocrinol. 2008 Nov; 199(2):151-3.

Impact factor : 3,586
Citations : 20

Abstact

Recent studies have indicated a novel function for skeleton unraveling its importance in
the control of energy metabolism. In the present commentary, we speculate on the
meaning for bone to act as a 'rheostat’ modulating glucose metabolism, and how the
primitive way of communication between bone and energy metabolism through switch
on/off genes (like Ptprv) evolved to a more complicated ‘talking' via gain/loss of

hormones activity (like osteocalcin) by carboxylation/decarboxylation process.
Department of Biological Chemistry, University of Athens Medical School, 11527

Athens, Greece.

Kassi E, Papavassiliou AG.
Could glucose be a proaging factor?
J Cell Mol Med. 2008 Aug;12(4):1194-8
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Abstract

There is an ever-increasing scientific interest for the interplay between cell's environment
and the aging process. Although it is known that calorie restriction affects longevity, the

exact molecular mechanisms through which nutrients influence various cell
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signalling/modulators of lifespan remain a largely unresolved issue. Among nutrients,
glucose constitutes an evolutionarily stable, precious metabolic fuel, which is catabolized
through glycolytic pathway providing energy in the form of ATP and consuming NAD.
Accumulating evidence shows that among the important regulators of aging process are
autophagy, sirtuin activity and oxidative stress. In light of recent work indicating that
glucose availability decreases lifespan whilst impaired glucose metabolism extends life
expectancy, the present article deals with the potential role of glucose in the aging
process by regulating--directly through its metabolism or indirectly through insulin
secretion--autophagy, sirtuins as well as other modulators of aging like oxidative stress
and advanced glycation end-products (AGES).

Department of Biological Chemistry, Medical School, University of Athens, Athens,
Greece.
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Correlates between hyperinsulinism and hyperandrogenemia?
Fertil Steril. 2008 Apr;89(4):1033-4

Impact factor : 4,295
Citations : 2
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Leptin, soluble leptin receptor, adiponectin and resistin in relation to OGTT in
overweight/obese postmenopausal women.
Maturitas. 2008 Apr 20;59(4):339-49.

Impact factor : 2,861
Citations : 16
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Objective: In obese postmenopausal women with normal glucose metabolism (NGT) and
impaired glucose tolerance (IGT) we assessed serum leptin, adiponectin, resistin, soluble
leptin receptor (SOB-R) during oral glucose tolerance test (OGTT) in order to investigate
their response to acute changes in glucose and insulin in the abnormal glucose
metabolism, as it is early detected by IGT.

Methods: Thirty in total, overweight/obese postmenopausal women, were included in the
study: 15 with NGT and 15 with IGT as it was diagnosed by OGTT. Serum glucose and
insulin levels were measured at 30 min intervals, leptin, SOB-R, adiponectin and resistin
at 60 min intervals during the 120 min OGTT.

Results: In fasting state, leptin, adiponectin, resistin and sOB-R levels did not differ
between the two groups. In women with NGT, leptin was positively correlated with BMI,
insulin and HOMA, and negatively correlated with QUICKI and with sOB-R;
adiponectin was negatively correlated with insulin and HOMA and positively correlated
with QUICKI. In women with IGT, resistin was positively correlated with BMI and waist
circumference. In both groups, sOB-R was negatively correlated with insulin. During
OGTT, in both groups, leptin concentration increased significantly and fasting glucose
predicts significantly serum leptin change; there was no change in adiponectin, resistin
and sOB-R concentrations.

Conclusion: In overweight/obese postmenopausal women fat distribution does not affect
leptin and adiponectin production. Abnormal glucose metabolism is not accompanied by
disturbance in adipokines production. Leptin secretion is acutely regulated by glucose
levels in insulin presence.

Department of Biological Chemistry and Clinical Biochemistry, Medical School,

University of Athens, Athens-Goudi, Greece.

Z.Papoutsi, E.Kassi, 1.Chinou, L.A.Skaltsounis, P.Moutsatsou.

Walnut extract (Juglans regia L.) and its component ellegic acid exhibit antiinflammatory
activity in Human Aorta endothelial cells and osteoblastic activity in KS483 cell line.

Br J Nutr. 2008 Apr;99(4):715-22.
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Abstract

Epidemiological studies suggest that the incidence of CVD and postmenopausal
osteoporosis is low in the Mediterranean area, where herbs and nuts, among others, play
an important role in nutrition. In the present study, we sought a role of walnuts (Juglans
regia L.) in endothelial and bone-cell function. As the endothelial cell expression of
adhesion molecules has been recognised as an early step in inflammation and
atherogenesis, we examined the effect of walnut methanolic extract and ellagic acid, one
of its major polyphenolic components (as shown by HPLC analysis), on the expression of
vascular cell adhesion molecule (VCAM)-1 and intracellular adhesion molecule (ICAM)-
1 in human aortic endothelial cells. After incubating the cells with TNF-alpha (1 ng/ml)
in the absence and in the presence of walnut extract (10-200 microg/ml) or ellagic acid
(10- 7-10- 5 m), the VCAM-1 and ICAM-1 expression was quantified by cell-ELISA.
We further evaluated the effect of walnut extract (10-50 microg/ml), in comparison with
ellagic acid (10- 9-10- 6m), on nodule formation in the osteoblastic cell line KS483.
Walnut extract and ellagic acid decreased significantly the TNF-alpha-induced
endothelial expression of both VCAM-1 and ICAM-1 (P < 0.01; P <0.001). Both walnut
extract (at 10-25 microg/ml) and ellagic acid (at 10- 9-10- 8 m) induced nodule formation
in KS483 osteoblasts. The present results suggest that the walnut extract has a high anti-
atherogenic potential and a remarkable osteoblastic activity, an effect mediated, at least in
part, by its major component ellagic acid. Such findings implicate the beneficial effect of

a walnut-enriched diet on cardioprotection and bone loss.
Department of Biological Chemistry, Medical School, University of Athens, Athens,

Greece.
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Impact factor : 2,716
Citations: 11

Deoxybenzoins are plant compounds with similar structure to isoflavones. In this study,
we evaluated the ability of two synthesized deoxybenzoins (compound 1 and compound
2) (a) to influence the activity of the estrogen receptor subtypes ERalpha and ERbeta in
HeLa cells co-transfected with an estrogen response element-driven luciferase reporter
gene and ERalpha- or ERbeta-expression vectors, (b) to modulate the IGFBP-3 and pS2
protein in MCF-7 breast cancer cells, (c) to induce mineralization of KS483 osteoblasts
and (d) to affect the cell viability of endometrial (Ishikawa) and breast (MCF-7, MDA-
MB-231) cancer cells. Docking and binding energy calculations were performed using
the mixed Monte Carlo/Low Mode search method (Macromodel 6.5). Compound 1
displayed significant estrogenic activity via ERbeta but no activity via ERalpha.
Compound 2 was an estrogen-agonist via ERalpha and antagonist via ERbeta. Both
compounds increased, like the pure antiestrogen 1C1182780, the IGFBP-3 levels.
Compound 2 induced, like 17beta-estradiol, significant mineralization in osteoblasts. The
cell viability of Ishikawa cells was unchanged in the presence of either compound.
Compound 1 increased MCF-7 cell viability consistently with an increase in pS2 levels,
whereas compound 2 inhibited the cell viability. Molecular modeling confirmed the
agonistic or antagonistic behaviour of compound 2 via ER subtypes. Compound 2, being
an agonist in osteoblasts, an antagonist in breast cancer cells, with no estrogenic effects in
endometrial cancer cells, makes it a potential selective estrogen receptor modulator and a

choice for hormone replacement therapy.
Department of Biological Chemistry, Medical School, University of Athens, Athens,
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Ursolic acid, a naturally occurring triterpenoid, demonstrates anticancer activity on
human prostate cancer cells.

Journal of Cancer Research and Clinical Oncology, 2007 Jul;133(7):493-500
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Abstract

Purpose: Glucocorticoids are widely used as adjuvant therapy in hormonal refractory
prostate cancer; their therapeutic role, however, remains unclear. Ursolic acid, a natural
triterpene, structurally similar to dexamethasone, exhibits antitumor effects in various cell
types. Our main objective was to investigate the effects of ursolic acid on cell viability,
apoptosis and bcl-2 protein, in human hormone refractory and androgen-sensitive
prostate cancer cells.

Methods: The ursolic acid-induced changes in cell viability, apoptosis and bcl-2 protein
were examined in human hormone refractory prostate cancer PC-3 cells and androgen-
sensitive LNCaP cells, by MTT assay, flow cytometry and western blot analysis,
respectively.

Results: Ursolic acid inhibited significantly the cell viability and induced apoptosis in
PC-3 cells at 55 microM and in LNCaP cells at 45 microM associated with a
downregulation of bcl-2 protein.

Conclusison : The antiproliferative and apoptotic effects of ursolic acid in PC-3 and
LNCaP cells implicate its potential therapeutic use for the treatment of hormone
refractory and androgen-sensitive prostate cancer. The downregulation of bcl-2 may be
one of the molecular mechanisms via which it induces apoptosis in PC-3 and LNCaP
cells.

Department of Biological Chemistry, Medical School, University of Athens, Athens,

Greece.
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Abstract

A protective effect of plant extract from Onobrychis ebenoides on ovariectomy-induced
bone loss in rats has been shown. To investigate the molecular mechanisms that underly
the beneficial effect of O. ebenoides (Onb) on bone loss, we studied its potential to
activate ER subtypes (ERalpha and ERbeta) on transiently transfected HeLa cells with
HO-hERalpha or pSG5-hERbeta and 3XERE-TATA-Luc expression vectors. Its impact to
stimulate differentiation and mineralization of osteoblasts (KS483 cell line) by Alizarin
Red-S staining was also examined. Furthermore we sought to induce for its potential the
IGFBP3, a known estrogen-dependent marker in MCF7 breast cancer cells. 17beta-
Estradiol and the pure antiestrogen 1C1182780 were included to serve as control samples
of the estrogenic and antiestrogenic activity respectively. Our data revealed: (1) Onb
extract displayed a significant estrogenic activity on both ERalpha and ERbeta subtypes.
(2) It exhibited direct action on osteoblasts by inducing mineralization. (3) It showed
estrogenic activity in MCF7 cells. These findings suggest that the beneficial effect of Onb
extract on bone loss is mediated through an estrogen-like action via activation of
ERalpha-ERE and ERbeta-ERE pathways and via direct action on the mineralization
process of osteoblasts.

Department of Biological Chemistry, Medical School, University of Athens, Athens,
Greece.
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Abstract

Acteoside and martynoside are plant phenylpropanoid glycosides exhibiting anticancer,
cytotoxic and antimetastatic activities. We investigated their potential to activate estrogen
receptor isoforms ERalpha and ERbeta in HeLa cells transfected with an estrogen
response element (ERE)-driven luciferase (Luc) reporter gene and an ERalpha or ERbeta
expression vector. Their estrogenic/antiestrogenic effects were also assessed in breast
cancer cells (MCF7), endometrial cancer cells (Ishikawa) and osteoblasts (KS483), by
measuring IGFBP3 levels, cell viability and number of mineralized nodules, respectively,
seeking for a natural selective estrogen receptor modulator (SERM). Acteoside and
martynoside antagonized both ERalpha and ERbeta (p<0.001), whereas they reversed the
effect of E(2) mainly via ERalpha (p<0.001). Martynoside was a potent antiestrogen in
MCEF-7 cells, increasing, like 1CI182780, IGFBP3 levels via the ER-pathway. In
osteoblasts, martynoside induced nodule mineralization, which was abolished by
IC1182780, implicating an ER-mediated mechanism. Furthermore, its antiproliferative
effect on endometrial cells suggests that martynoside may be an important natural SERM.
Acteoside was an antiestrogen in breast cancer cells and osteoblasts, without any effect
on endometrial cells. Our study suggests that the nature is rich in selective ERalpha and
ERbeta ligands, the discovery of which may lead to the development of novel

neutraceutical agents.
Department of Biological Chemistry, Medical School, University of Athens, Athens,

Greece.
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Abstract

Ellagic acid is a plant-derived polyphenol, possessing antioxidant, antiproliferative, and
antiatherogenic properties. Whether this compound has estrogenic/antiestrogenic activity,
however, remains largely unknown. To answer this question, we first investigated the
ability of ellagic acid to influence the activity of the estrogen receptor subtypes ERalpha
and ERbeta in HeLa cells. Cells co-transfected with an estrogen response element (ERE)-
driven luciferase (Luc) reporter gene and an ERalpha- or ERbeta-expression vector were
exposed to graded concentrations of ellagic acid. At low concentrations (10(-7) to 10(-9)
M), this compound displayed a small but significant estrogenic activity via ERalpha,
whereas it was a complete estrogen antagonist via ERbeta. Further evaluation revealed
that ellagic acid was a potent antiestrogen in MCF-7 breast cancer-derived cells,
increasing, like the pure estrogen antagonist 1C1182780, IGFBP-3 levels. Moreover,
ellagic acid induced nodule mineralization in an osteoblastic cell line (KS483), an effect
that was abolished by the estrogen antagonist. Endometrium-derived epithelial cells
(Ishikawa) showed no response to the natural compound by using a cell viability assay
(MTT). These findings suggest that ellagic acid may be a natural selective estrogen
receptor modulator (SERM).

Department of Biological Chemistry, Medical School, University of Athens, Athens,

Greece.
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Abstract

Estrogens and their receptors may play a role in the pathogenesis of systemic lupus
erythematosus. Genetic alterations in the exon 8-coding region of the estrogen receptor
alpha alter the intracellular signalling of estrogens, leading in enhanced or diminished
activity. We investigated whether genetic alterations in exon 8 of ERalpha gene are
associated with the occurrence and clinical features of lupus disease. The coding region
of ERalpha exon 8 was subjected to mutation analysis using the polymerase chain
reaction, denaturing gradient gel electrophoresis and sequence analysis, using DNA
isolated from whole blood of 36 female patients and 38 healthy females. Clinical and
laboratory parameters were available from the patients' files. We identified the codon 594
polymorphism either in homozygous for the wild type gene (ACG/ACG) or heterozygous
(ACG/ACA), both in patients and healthy females. Statistical analysis of the genotype
and allele distribution revealed that there was a significant difference (chi2 test, P = 0.02
and P = 0.04, respectively) between patients and healthy women. Odds ratio estimate
revealed that carriers of ACG/ACA genotype have three-fold higher risk of developing
lupus disease (OR = 3.129, 95% CI 1.181-8.292). Moreover, in patients the heterozygous
genotype was associated with rash, mouth ulcers and serositis (Fisher's exact test, P =
0.055, P = 0.083, P = 0.065, respectively). The heterozygous patients were associated
significantly with an early age at disease onset (ANOVA test, P < 0.05). We conclude
that estrogen receptor alpha codon 594 genotype may influence the development of

systemic lupus erythematosus at a younger age, as well as a certain disease clinical
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Abstract

To prevent bone loss that occurs with increasing age, nutritional and pharmacological
factors are needed. Traditional therapeutic agents (selective estrogen receptor modulators
or SERMs, biphosphonates, calcitonin) may have serious side effects or
contraindications. In an attempt to find food components potentially acting as SERMs,
we submitted four plant aqueous extracts derived from Greek flora (Sideritis euboea,
Sideritis clandestina, Marticaria chamomilla, and Pimpinella anisum) in a series of in
vitro biological assays reflective of SERM profile. We examined their ability (a) to
stimulate the differentiation and mineralization of osteoblastic cell culture by
histochemical staining for alkaline phosphatase and Alizarin Red-S staining, (b) to
induce, like antiestrogens, the insulin growth factor binding protein 3 (IGFBP3) in MCF-
7 breast cancer cells, and (c) to proliferate cervical adenocarcinoma (HeLa) cells by use
of MTT assay. Our data reveal that all the plant extracts studied at a concentration range
10-100 microg/mL stimulate osteoblastic cell differentiation and exhibit antiestrogenic
effect on breast cancer cells without proliferative effects on cervical adenocarcinoma
cells. The presence of estradiol inhibited the antiestrogenic effect induced by the extracts
on MCF-7 cells, suggesting an estrogen receptor-related mechanism. In conclusion, the

aqueous extracts derived from Sideritis euboea, Sideritis clandestina, Marticaria
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chamomilla, and Pimpinella anisum may form the basis to design "functional foods" for
the prevention of osteoporosis.

Department of Biological Chemistry, Medical School, University of Athens, Athens,
Greece.
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Abstract

We have isolated from the plant Onobrychis ebenoides three novel arylobenzofurans with
binding affinity for the estrogen receptor. In this study, we evaluated these
arylobenzofurans, namely ebenfuran I, ebenfuran Il and ebenfuran 111 for their potential
selective estrogen receptor modulator (SERM)-like properties. We examined their ability,
(1) to induce the insulin growth factor binding protein-3 (IGFBP-3) in MCF-7 breast
cancer cells, (2) to stimulate differentiation and mineralization of osteoblastic cell culture
by histochemical staining for alkaline phosphatase, Alizarin Red-S staining and calcium
levels in the supernatants and (3) to inhibit cell proliferation of cervical adenocarcinoma
(Hela) cells by use of the MTT assay. An estrogen receptor mediated effect was
investigated by carrying out chloramphenicol acetyl transferase (CAT) assay on transient
MCEF-7 transfectants. Estradiol and the "pure™ antiestrogen IC1 182780 were included to
serve as control samples of the estrogenic and antiestrogenic effect respectively. Our data
reveal that ebenfuran Il is a highly potent SERM, exhibiting antiestrogenic activity in
breast cancer cells via the estrogen receptor, estrogenic effect on osteoblasts and no
stimulatory effect on cervix adenocarcinoma cells. In conclusion, our study is the first to

demonstrate that plant derived arylobenzofurans show a SERM profile and may be
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considered for the prevention and treatment of diseases such as breast cancer, cervical

cancer and osteoporosis.
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Estrogen receptor alpha gene analysis in osteoporosis and familial osteoporosis.
Osteoporosis Int, 2004 Dec;15(12):948-56.
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Abstract

Estrogens are important determinants of bone mineral density (BMD) mediating their
effects via estrogen receptor alpha (ERalpha) and beta (ERbeta). The strong genetic
predisposition to osteoporosis, and the fact that alterations in the aminoterminal region of
ERalpha have been linked to bone disturbances, prompted us to identify genetic
alterations in exon 1 and exon 2 of ERalpha in osteoporotic individuals. Sixty-two
unrelated normal subjects (age 46.1+/-9.5 years) and 72 unrelated osteoporotic subjects
(age 52.3+/-7.9 vyears) were studied. Their menopausal status was pre- and
perimenopausal. We also included 30 related osteoporotic individuals (mother-daughter
or sister-sister relationship) (age 46.2+/-12.8 years) belonging to 14 families who where
also pre- and perimenopausal. DNA was extracted from peripheral blood, exons 1 and 2
were amplified by polymerase chain reaction (PCR) and were further submitted to
denaturing gradient gel electrophoresis (DGGE), single stranded conformational
polymorphism (SSCP), restriction fragment length polymorphism (RFLP) and sequence
analysis. Bone turnover markers were also determined. Two polymorphisms were

identified in exon 1 (codons 10 and 87) in both normal and osteoporotic women.
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Statistical analysis revealed no difference (P>0.05) in the ERalpha genotype frequencies
within osteoporotic families as compared with the same genotypes in the unrelated
normal or osteoporotic subjects. Codon 10, codon 87 polymorphisms were not related to
BMD or bone turnover markers. No other mutations were found in exons 1 and 2 in all
subjects studied. Genetic alterations in exons 1 and 2 of ERalpha are not associated to
osteoporosis and familial osteoporosis. Moreover, the codon 10 and codon 87

polymorphisms do not seem to be correlated with BMD and bone turnover markers.
Department of Biological Chemistry, Medical School, University of Athens, Athens,

Greece.
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Abstract

Background: In female patients with systemic lupus erythematosus (SLE), we identified
estrogen receptor ERa, ERb and ERa variant transcripts in peripheral blood mononuclear
cells (PBMC). Exon 1 and 2 of ERa gene was subjected to mutation analysis to assess

whether possible nucleotide alterations are linked to the disease.
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Methods: The whole coding sequence of ERa was analysed by reverse transcription
polymerase chain reaction (RT-PCR) and cDNA sequencing in PBMC prepared from 19
SLE patients and 12 healthy females. ERa exon 1 and exon 2 were subjected to mutation
analysis using DNA isolated from whole blood of 21 SLE patients and 29 healthy
females. The aminoterminal coding sequence of ERb was also analysed by RT-PCR.
Results : Wild type ERa and ERa splicing variants with deletions in exons 2, 5 and 7
were detected both in healthy individuals and in SLE patients, with no qualitative
difference in their expression among the two populations. In ERa exon 1, the
polymorphisms identified codon 10 and codon 87, both in patients and in healthy
individuals who were not associated with the disease. No other mutations were present in
ERa exon 1 or ERa exon 2 in all subjects studied. ERb was expressed in both
populations.

Conclusion: PBMC of SLE patients express wild type ERa, ERb and the same ERa
variants as do healthy individuals. Genetic alterations in exon 1 and exon 2 of the ERa

gene are not linked with SLE disease.

Department of Biological Chemistry, Medical School, University of Athens, Athens,

Greece.
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in non-malignant cells.
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Abstract

The effect of oestrogens on oestrogen-receptive organs and cells is mediated via

intracellular receptors (ERalpha and ERbeta). Oestrogen receptor gene polymorphisms in

70



50.

the region encoding the N-terminal portion of the protein are reportedly associated with
pathological conditions including breast cancer, hypertension, spontaneous abortion and
coronary heart disease. A silent mutation in codon 10 of exon 1, detected in ER-negative
and ER-positive human breast cancer cell lines, in breast tumors and blood DNA from
breast cancer patients, has been recognized as a polymorphic site. In this study we
examined, by denaturing gradient-gel electrophoresis and DNA sequence analysis, the
possible presence of a codon 10 polymorphic site in normal oestrogen target organs and
cells such as the uterus (myometrium and endometrium), in the placenta and peripheral
blood mononuclear cells and in a benign uterus tumour (leiomyoma). We have detected
ER codon 10 polymorphism in these samples and have compared them to those observed
in breast cancer samples. All tissues and cells studied were homozygous for the wild-type
gene, and were heterozygous as well as homozygous for the codon-10-variant type. These
results indicate that the presence of the codon-10-variant type is not a characteristic of
breast cancer. Out current findings suggest that further investigations are warranted to
elucidate the possible linkage of ER codon 10 polymorphism to physiological and

pathological conditions.
Department of Biological Chemistry, Medical School, University of Athens, Athens,

Greece.

P.Moutsatsou, E.Kassi, G.Kreatsas, S.Coulocheri, K.Scheller, C.E.Sekeris.

Detection of oestrogen receptor variants in endometrium, myometrium, leiomyoma,and

peripheral blood mononuclear cells : comparison to variants present in breast cancer’.

Journal of Cancer Research and Clinical Oncology, 1998; 124: 478-484.
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Abstract

Oestradiol has mitogenic and regulatory effects on various organs and cells, mediated
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mainly by its nuclear receptor (ER). The presence of aberrant ER forms in Oestrogen-
dependent tumours has been discussed in correlation with tumour progression. ER
variants, generated by alternative splicing, have been detected in human breast cancer,
but also in normal mammary glands, therefore their role in tumorigenesis has been
questioned. We have investigated, by the use of the reverse transcription polymerase
chain reaction amplification technique, the possible existence of ER variants in other
normal oestrogen target organs and cells, such as uterus (myometrium and endometrium),
in peripheral blood mononuclear cells and in a benign uterus tumour (leiomyoma). We
have detected variant ER in these samples and have compared the variant profile to that
observed in breast cancer. All tissues and cells studied expressed both wild-type ER and
variant species. Variant forms encompassed ER with deletions of exons 2, 5 and 7.
Variants with exon 5 deleted were detected only in peripheral blood mononuclear cells
and in breast cancer. Variants with exons 2 and 7 deleted were present in all specimens
tested. These results corroborate previous findings that the presence of ER variants is not
a characteristic of breast cancer. The physiological significance and possible clinical

relevance of the variant ER forms remain to be elucidated.
Department of Biological Chemistry, Medical School, University of Athens, Athens,

Greece.
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E.Kacon, M. TCavéra, M. Avariidtov, [.Movtcdtcov

Melétn g GLGYETIONG TOV TOAVUOPPIGHOL 594 tov yovidiov tov ERa pe v ootikn
TLUKVOTNTO GE TPO- KOl TEPLEUUNVOTOVGIOKES YOVOIKEG

36° Iovelijvio Zvvédpio Evdokpivoloylag kar Metafoloiod, AleCavopovmoln, 8-11
Ampiliov 2009

E.Kooon, M. Nrtoiopdyko, E. ®apiov, I'.Xpovcardc, A.Kaldvng, A. Atovvceciov-
Aoctepiov
O&ewopéveg LDL ko mayvoapkio kotd v epunvonavon

350 [laveiinvio Zvvédpio Eviooxprvoloyiog kou Metofioliouod  Abnva, 19-22 Moptiov,
2008

E.Kaocon, Z.ITarmovton, X.IIpatsivneg, N.AAyidvvng, M.Mavovsdkng, [T. Movtodtoov
H oamontotiky Jdpdon tov ovpoolkod 0&E0G 6€ KOPKWVIKA KOTTOPO TPOGTATN
VTOONA®VEL TOV TOAVO pOAO TOL 6TV Bepameia. TOL TPOGTATN

4° Zvvédpio lotpixiic Zyoic Hav AOnvav. lovviog 2007

E.Kacon, M.Emnhotdkn, ZIlamovtor), X.Ilpatsivng, N.AMyidvvng, A.Pappd,

M.Maovovcdxng, [I.Movtsatcov.
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23.

24,

25.

26.

27.

To ovpooiikd o&D emdyetl TV andTTOON Kol pEIOVEL Ta emineda g bel-2 og kdTTapa
MCEF-7 xapkivov pootov

4° Xvvéopro lozpixiic Xyolic Hov AOyvav. lobviog 2007

18. E. Kaoon , I'. Xpovoard , M. Ntorapdyka , K. Kaldvng , A. Zaxopn, A.
Alovuciov-Actepiov
Awtopayn Tov HETOPOAIGHOD TG YAVKOING KOl EKKPIOT MTOKIVAV Otd TO ATMOT 16TO

2° Zvvédpio lozpixiic Bioynueiog, 19-22 Anpiiiov 2007, AGiva.

19. E. Kaoon , I'. Xpovcard , LAeudpne, M. Ntoropdyka , K. Kaldvmg , A.
ZoxXapn, A. Atovvciov-Actepiov

Metafoln otov 0po TG avTurovektivig kat g peliotivng katd v dokipacio OGTT og
YOVOIKEG LE PLGLOAOYIKN KO LE OlaTaparyLéEVN ovoyT| 6T YALKOON

34° [averlivio Xovédpio Evdokpivoloyiog kor Metafoliouod,Kpity, 28-31 Moptiov
2007

E. Kaoon) , I'. Xpovcard , LAeAqudpng, M. Ntarapdyxa , K. Kaldvng, A. Zaxapn,
A. Avvvciov-Actepiov

MetafoAn otov 0pd ™G AEnTivig KO TOL OAVTOV VTTOdOYEN TNG KOTA TNV doKIpacio
OGTT og vrépPapeg/TaydoapKeg HETEUUNVOTOVGLOKEG YOVOIKES LE QUGIOAOYIKT KoL UE
draTapaypévn avoyn otn YAvkoln

34° Taveiiivio Xovédpro Evdorpivoloyiog ka Metofoliouod, Kpiy, 28-31 Moaptiov
2007

E.Kacon, ILIT.Bhayoywavvéomovrog, A.Kopwdkng, LKidpng, X.M.Movtodmovirog,
II.Movtsdrcov.

[ToAvpopeiopdg tov yovidiov Tov vmodoyéo TV owotpoydvev aiea (ERa) ko
Yvotnuatikog EpuOnuatddng Avkoc : ITibavoc kivdvvog ?22° Zvvédpio latpixic Zyolnc
Iov AOnvaov. Maiog 2005

Z Ilomovton|, E.Kacon, A.Towmdpa, X.Mitakov, L.Kidpng, A.Karopovtng, I'.Xpovoog,
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28.

29.

30.

31.

[I.Movtdtcov.
Evooelg / Zuotatikd @utikdv ekyvAtlopatov e EAAnvikng yAmpidag €yovv dopdon
EKAEKTIKOV TPOTOTOINTI] TOV LITOSOYEN OLGTPOYOVDV

17 Xvvédpio larpikiic Zyoliic [lav AOnvarv. lovviog 2004

dropdxng A., Kaoon E., Paupog A., Twyidkov E., KapaBidag A., Mdtcokag E.,
[Modimg I, Katoapog 6.

Mmopel n anolmonpoteivy (o) Lp(a) va ypnowonombel cav deiktmg ovalntnong
otapaviaiog vocov oe acBevelg e cakyapdon dafntn xwpig CLUTTOUATO EVOEIKTIKE
oTEPAVIOiNG VOGOL

79 Hoverdivio Awafyroloyié Svvédpio, Hpdiieio Kpiitne, 29 Moptiov — 1 Ampidiov
2001

Kaoon E., Kapapavn O., Totykov A.,I'ayidkov E. . Kovtpog ., Zétov A.,Katcapog O.,
Aviyvevon ¢ KPOAELK®OUOTIVOVUPIOG G€ GTopa He cakyapmon dafntm He v yprion
TOVIDOV LE LOVOKAMVIKE VTICOUATO KATA TNG avOpOTIVING AeuK®UATIVIG.

79 Hovelivio Aafyrotoyicd Svvédpio, Hpdrleio Kpiitne, 29 Maptiov—1 Ampiiiov 2001

Moalapaxkng N., ®lopaxng A., Kaoon E. ,Ayyélov A., Mropundin N., Pdaykov A.,
Kovvéon 0., Zoypagog I'., [loractpatg I'., Thaditg I

Tavtdypovn avtdévoun €kkpion koptiloing (F) kot aidootepovng (ALD) e acBeveig pe
adévoua enveepdiov (incidentaloma).

28°  ITavelrivio Zvvédpio Evdokpivoloyiac kor Metafoliouod, AGiva 15-18 Moaptiov
2001.

E.Kacon, A.®@ovvtag, X.Kovioyépn,K.Zékepng, I1.Movtodtoov

[ToAvpopeiopol ota kmotkdvia 10 kot 87 Tov yovidiov Tov LTOJOYEN TWV OIGTPOYOVEOV
tomov A (ERa) ¢ kapkivo Tov poetod Kot guoloAoyikd KOTTopa.

28° ITavelivio Zvvédpio Evéokpivoloyiac kar Metafoliouod, Abhva 15-18 Maptiov
2001.
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32.

33.

34.

35.

36.

K.Awdxov, E.Kaoon, N.QOaracowdc, K.E.Xékepng, I1.Movtcdtoov

KaBopiopog tov TiHdv  oavoeopds Tov TopousTpmv  ehéyxov NG  OBupeostdikng
Aertovpyiog otov EAMNVIKO TANOVGUO e TN HEBOJO TNG YMUELOPOTAVYELNS.

28° ITavellivio Zvvédpio Evéokpivoioyiac kar Metafoliouod, AOiva 15-18 Maptiov
2001.

MoCapdxng N., Drwpdakng A., Kaoon E., Kovtoyuwpyog I'., Zaypdeog I'., [Toarnactpotig
I'., Thaodic I'.

Aeyeptikn emidopaon ¢ mapaboppovng omv Ekkpion KoptiloAng o€ KOAAEPYELES
(PUVGLOAOYIKAOV OVOPOTIVOV ETVEPPLOTWV.

28°  [aveldivio Zovédpio Evdorxpivoloyiac kar Metaforiouot, ABhva 15-18 Maptiov
2001.

MoaCapdxng N., Kacon E., DAopdakng A., Kovtoyiopyog I'., [Twditmg I

Emwveppidiokd Cushing pe evQOpKn avemdpkeLol TG 6TEPOEBOYEVETIKNG 0000 HEGH, GTO
adévopo — IN VIVO kat in VItro pekém.

28°  Iavellivio Zvvédpio Evdokpivoloyiac kar Metaforiouot, ABfva 15-18 Maptiov
2001.

Moalapaxng N., Kaoon E., ®Aopaxng A., Kovtoyiwpyog I'., TTaditg I

Enidpaon ACTH xot ayysroteveivng I oty ékkpion koptiloAng kat aAdootepovNg in
Vitro amd euoetodoyikd emveppidtakd kottopo kot adevopata ( Cushing ).

28°  ITavelrivio Zvvédpio Evdokpivoloyiac kor Metafoliouod, AGiva 15-18 Moaptiov
2001.

Moalapaxkng N.,Kacon E., ®ropdkne A.Ayyélov A., Mnopundéin N., Pdayxov A.,
Kovvéon 0., KaAtcdg I'., [Twditng I

Aoxyocion IKpNG KOTAGTOANG G QUGIOAOYIKA KOl VIEPTOGIKE GTOWO LE PUGLOAOYIKT
CT emveppdiov, KoBdOG Kot 6€ ATOUO LLE 0OEVOLLOL ETVEPPLOTWV.

28°  ITavelMivio Zvvédpio Evdokpivoloyiac xor Metafoliouod, AGiva 15-18 Moaptiov
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37.

38.

39.

40.

41.

2001.

MoCapdxng N, Kacon E, @hwpdxnc A, Paykov A, Kovvadn 0, Kartodg I, [Taditg I
Evdeitelg yia tawtdypovn £kkpion kopTiLOANG Kol dAS0GTEPOVIG OO TO TEPICTAGIMDLATOL
(incidentalomas) tov eniveppidiwv.

26°  ITavelrivio Zvvédpio Evdokpivoloyiac xon Metafoliouod, AGiva 18-21 Moaptiov
1999.

Kopapavn O., Malapdkng N., Kacon E., TTohvypoviadng B., Paykov A., Kovvddn ©.,
IModimg T

Extignon g dyvooTIKNG Kol TPOYVOOTIKNG ONUAGIOG TOV TPOGOOPIGUOV TNG
avéntikng oppovng (GH) katd v dokipacio avoyng yAvkoing (OGTT) ot peyarakpia.
26°  Iaveldivio Zovédpio Evdoxpivoloyiac kar Metaforiouot, Abhva 18-21 Maptiov
1999.

MoaCapdxng N., @hwpdxng A., Kacon E., Kovvaon O., [Taditmg I,

Adevopoto emvePPLdimV : AEITOVPYIKOG EAEYYOG — LETOPOAIKES SLOTAPOLYES.

259 ITavelrivio Zvvédpio Evdokpivoloyiac kor Metafoliouod, AOhva 19-22 Moaptiov
1998.

[T.Movtcdrcov, E.Kacor|, [T.BAayoyiavvorovrog, X.Movtoomovrog kot K.E.Zékepng
Ioopopeég Tov vTodoyEa TV 01GTPOYOV®Y 6TOV XvoTnuatikd Epudnuoatddn Avko.

25°  avelliivio Zvovédpio Evdokpivoloyiac kar Metaforionot, ABfva 19-22 Maptiov
1998.

X.Aatoveng, K.Kvpraxormovrog E.Evdaipmv, M. Xpiotopopidov, I.Zaesipne, E.Kaoon,
. Katpdvng, N.Ntdvoc.
Avtipetomion acBevdv pe peTaoToTikd KOAO-0pOikd KopKiko HE GUVOLAGUO S-

@BopLoovVPAKIANG KOl POAVIKOD 0EEOG.
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42.

43.

44,

45,

46.

59 IavelMijvio Sovédpio Khvikiic Oykoloyiac , AOiva, 14-16 Maptiov 1996.

X.Aatoveng, K. Kvplakodmoviog, M.Xpiotopopidov, [.Zageipnc, E.Kooon,
A . Mviwvakng, N.Ntdvoc.

Yvvovaoude carboplatin-etoposide oe acbeveic pe pKPOKLTTOPIKO KOPKIVO TVEDHOVOG
EKTETAUEVNC VOGOV.

59 Iaveliivio Sovédpio Kivikiic Oykoloyiac , AOiva, 14-16 Maptiov 1996

X.Aatoveng K.Kvpuukdémovrog, LKatocumépng, E.Mapaykovddkng, LZageipng,
E.Kaocon, I1.PovBéria, N.Ntdvoc.

Meteyyepntikn ynueobeponeio kot axtivobepaneioo oe acbevelg pe un petaototikd
Kapkivo Tov 0pHov.

59 Iavellivio Sovédpro Kiavikiic Oykoloyiac , AOiva, 14-16 Maptiov 1996.

X.Aatoveng, K.Kvpuokdémovrog, E.Evdaipwv, LZaeeipng, E.Kooon, M.NikoAdov,
N.Nrtdavoc.

OePOMEVTIKY] AVTILETAOTIOT OYKOAOYIKOV acfevdv 6ta mAaicta Tov mafoloyucol topéa
YEVIKOY VOGOKOUEIOV.

59 IMavelMijvio Sovédpio Khvikiic Oykoloyiac , AOnva, 14-16 Maptiov 1996.

X.Aatoveng, LKoatowépne, E.Mapaykovddkne , K.Kvpuokdémovrog, E.Evdaipwv,
[.Zageipng, E.Kacon], N.Ntdvog

Oéela  tO&IKOTNTOL  GLVOLOGUOL  UETEYXEPNTIKNG  ynuewobepaneiog (XMO) kot
axtivobepaneiog (AK®) o acbeveiog pe pun HETAGTATIKO KOPKivo TOL 0phov.

89 Iavellivio Svvédpio Oykoloyiag, Abive:, 9-12 Noeufpiov 1995.

Y. Kapararavng, Z.I'empyonovrog, .Zageipng, E.Kaoor, B.Aptiknc.

H enidpaon 10v kamvicpotog oty exkpioon tov ehkofoktnpdiov kotd N
GLVOLOCUEVT] Oy YN Le OPETPALOAT/aUOEVKIAIVY.

15° Hoaveliavio Zovédpio Faotpevieporoyias, Ocoooloviky, 22-25 NoguPpiov 1995.
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47. X.Tewpyomovrog, X.Kapotamdvne, A.Mevtig, I1.Pouféra, X.Katpdvne, _ E.Kaoon,
B.Aptikng,
Openpaloin kot apo&uothivi 6e cVVILOCUO e KOAOEWES VTTOKITPIKO PiopovOio (CBS)
o¢ Oepaneio ekpilmong tov elkoBaktnpidiov Tov TAwpov (HP)

15° Hoaveliavio Zovédpio Faotpevieporoyias, Ocaoolovikn, 22-25 Nosufpiov 1995.

48. M.Zaipdg, K. Kapdyiopya, E.Kacon, M.BAdyton, ®.Anuntpiov
2TOTIOTIKN UEAETN Y10 TOV KapKivo TOL paotov og deiypa mAnfucpov g Abnvog kot
®eccarovikng

1° Hoavellagvio Zvvédpio Doyt latpixiis, Ocooolovikn, 15-17 Askeufpiov 1989.

49. A. Towoyuavvn, A.Tpyaxn, E.Kaoor, I'"Mavpovdn, M.Zoipdc, . Xarkidg, A.ZidAtog,
A IMaradomoviog, IT.Xvpewviong
AKTIVOAOYIKOG €Aeyy0G okoAimong : [Tapatnproelg —Xvunepdcpota
1° Hoaveldajvio Zvvédpio Poitntarv lozpixiic, Ocoooloviky, 15-17 Askeufpiov 1989
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