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MEPIAHWH

Ztnv napovoa avaokonnon avagepOrikape otoug naboye-
VETIKOUG INXAVIOPOUG ENMOPAONG TWV KOPTIKOOTEPOEIDWY OTOV
00TIKO PETAPBOMOMNO, TN CUOXETION TNG XOPNYNONG TOUG HE
TNV EAATTWON TNG 00TIKAG PALag kal TNV augnon Tou KIVOUvVoU
00TEONOPWTIKWY KATAYUATWY KABWG Kal Ta NpoANnTIKG PETPA
KAl Th XOPAyNon TnG KATAANANG avTiooTEONOPWTIKAG aywynig
(oupnAipwpa aoBeoTtiou kal Birapivng D, dipwopovikd, Kkal
napaboppovn).
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‘Opoi eupernpiou: OcgTeondépwaon, ooTikA nukveTnta (BMD),
KOPTIKOOTEPOEIOH, peupaToeidric apBpitida, ouoTnuarikdg epubnuarwong
Adkog

EIZATQrH

Ta kopTikooTepoeIdn (KX) eival ioxupd avTipAeypovwdn ¢dp-
paka nou xpnolponoloyvral otny kAviki npdén oe pia ogipd
naboloyikéG kaTaoTdoelg dNwG PEUPATONAOEIEG, AAEPYIKEG
KaTaoTAdOoEIg, XPOVIa ano@EAKTIKA nveupovondoeia, K.d. XTo
Ppdopa Twv NolkiMwy napevepyeiwv Tous nepIAapBdveral kal n
anwAeia ooTikig pddag (OM) nou odnyel og EAGTTWON TNG OOTI-
kA¢ nukvéTnTag (Bone Mineral Density, BMD) kal Tng avtoxrig
TWV 00TWV PE anoTédeopa Tnv avdntuén ooteondpwong (OXT)
KaI TNV EUPAVION 00TEONOPWTIKWY Kataypdtwy (OK) kupia oTa
owpaTa TWV onovoUAwy, OTOV auxéva Tou pNpiaiou, oTo KATW
dkpo Tou 0oToU TNG kEPKIdAG 11 oTo avTIfpdxio (kdtayua Colles).
H adénon Tou kivouvou OK anotelel onpavtikd npdéPAnua
uyeiag og naidid kal evAAIkeg, 101aiTEPA SPWG OoTA NAIKIWUEVA
dtopa ota onoia Ta OK €éxouv ouoxeTioOel 1oxupd OeTIKA pe TNV
avénon TnG voonpdTnTag kal OvnoipdTnTag kai Tn Peiwon Tng
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AeITOUPYIKNAG IKAVOTNTAG PE ONPAVTIKEG KOIVWVIKES
KOl OIKOVOMIKEG EMNTWOEIC.

XTnv avaokénnon auth npoona®rioape va
anavriooupe oTa NAPAKATwW EPWTAPATA MOU
npokUntouv and Tn xprion otnv kAIviki npdén
TWV KOPTIKOOTEPOEIOWV:

(a) Moia N cUoXETIoN TNC ANWAEIAC TNC OOTIKAC
MAdag kal TNG aUENONE TOU KIVOUVOU OOTIKWY
KaTaypdTwy pe TNV 006 xopriynong, Th do-
ooAoyia, Tn ouvoAikr ddon kal TN dIdPKEIa
XOPAYNONG TWV KOPTIKOOTEPOEIDWY;

(B) Mool o1 naBoyeverikof pnxaviopoi TNG anw-
Aelag TnG ooTIKAG HAdag oe aoBeveic nou
AapBdvouv KoPTIKOOTEPOEIDN;

(y) Noigc o1 evdeitelg ekTipnong Tng BMD;

(d) Av anarmnBei xopriynon avTiooTEONOPWTIKAG
Bepaneiag oToug aoBeveic nou Aapdvouv
KOPTIKOOTEPOEION, NOIa €ival N evOEIKVUO-
MEVN avTiooTeonopwTikn Ogpaneia;

AvagpepopaoTe eniong, oTnv NapoUoa avaoko-
nNoN, O€ CUYKEKPIPEVA PEUPATIKG vooripaTa 6nwg
N peupaToeldnNc apOpimida (PA) kar 0 cUCTNPATIKOG
epuONuaTWONGAUKOG (ZEA) 6nou n enidpaon Twy
KX éxel peAeTNONKE EKTEVWG.

H BepaneuTikni xopriynon KX og didpopeg na-
OroeIC éxel ouoxeTIoBel Pe anbieia OM', Idiaitepa
TOU ONoyywoouUG 00TOU, and TOUG NPWTOUG KIGAAG
MAVEG TNG XOPNYNONG TOUG. And TO NPWTO €T0G
TNG XopPriynong TouG NnapaTnpeital eAdTTwon Tng
BMD katd 4% kai 8% oTnv oo@uiki poipa Tng
onovOuAIkA¢ oTAANC (OMXY) kal oToV duxéva
Tou pnplaiou ooTou (AM) avTioToixa, nou agopd
KUPIA TIC HETEMNVONAUGIAKEC yuvalkeg . AUTEG
0 PUBPOG aNWAEIOG OTN OUVEXEID EAATTWVETAI, EVW)
e Tn Siakond Twv KX nave™”.

EAdTTwon Tng OoTikAg MukvétnTag (BMD)

Ye uPnAég xopnyoUpeveg d6oelc KX napaTn-
peital eAdTTwon Tng BMD katd 5%-15% oTtnv
OMZZ, ethoiwc®. Me xoprynon npedviddvng oe
d6on 10-25mg/npépa naparnpribnke and ooTi-
KEG Bloyiec Aayoviwv akpolo@iwy, EAGTTwoN Tou
Oykou Tou onoyywdoug ootou kaTd 27,1% oTo
npwto e&dunvo and Tnv évapén tng 65pona’oq7.
loTopopPOPETPIKA NAPATNPETAl APXIKA EAGTTWON

236

ANQAEIA OXTIKHE MAZAX ANO KOPTIKOLTEPOEIAH KAl ANTIMETQNIZH THX

TOU NAXOUC TV 00TEOOOKIdWY KAl OTN CUVEXEIQ
dIdTpNoN Twv 00TEODOKIdWY, dlaTaPAXn TNG Hi-
KPOAPXITEKTOVIKAG KAl TNG OUVEKTIKOTNTAG TOU
00TOU, e anoTéAeopa TNV EAdTTWON TNG AVTOXNAG
Tou®'’. Maparnpeitar eniong eniBpdduvon Tou
PUBUOU TNC 0OTIKAC ENPETAMwONG' . Evd akéun
kal xopriynon KX o€ OewpoUpeves xapnAég 000EIg
(<10mg/npépa npedviCoAdvng ri I00dUvaung 6-
on¢ dMou KX) napartnpeital eAdTTwon tng OM
kal aG&non Tou kivdUvou OK'*'®. H xoprynon KX
odnyef o€ EAGTTWON TNG NAPAYWYNE TNG OOTEOKAA-
oivng (OC) nou anoTeAel Broxnpikd OeiKTN 0OTIKNAG
napaywyng ndon and Ti¢ 2 npwTeG fOOUAdES
évapénc Touc”’, evi avriBeta oTo oUVdpouO
Cushing napatnpoUvTal uPnAd enfneda OC™.
®aiveral enopévwg 611, apxikd Ta enineda OC
UNoOXwPOUV, EVW OTN OUVEXEID KAl OE KATAOTAOEIG
nepioogiac K, au&dvouv . Ye yevikéc ypap-
MEG, N xopriynon KX ouvodeletal and eAdttwon
TwV eMNNédWV Twv Broxnpikwy OeikTwy (BOA)
OOTIKAG NAPAaywyng, EAATTWOoN Nou CUOXETICETal
onpavTikd pe peyahiTepn Socoloyia®’, kabwg
enfong kar ané avgnon Twv ennEdwy Twv BOA
00TIKAG anoddpNong 6nwe Tou kapBo&uTeAikou
TehonenTidiou Tou koMaydévou-Tunou | (CTX-1)*",
Ta KX katd Tnv apxiki nepiodo xopriynong Toug
owg va aokouv evrovoTepn kaTaBoAikh enidpaon
0Ta 00Td, KATI NOU SPWG OeV EXEl 6|£UKp|V|06£|’25,
EVW N OUVEXION TNG xopriynon Og paiveral va
ouvoodeleral and onpavtiki anwieia OM aképn
Kal xwpic va éxel ehaTTwOel N xopnyoUpevn ddon
212 Yy enidpaom Touc oTa 0oTd péAo paiveral
va naiCer n diakdpavon Tou xpovou nuiogiag
(wNG Toug, 0 PUBPOGS TNG VEPPIKAG KABAPONG
TOoug, n €10IkOTNTA Tou anAotunou Twy GRs kal
n dpdon Tou 100evCUPOU TNG UOPOOTEPOEIDIKAG
Seudpoyevdonc™®?. H xoprynon npedvi{oAévng
og d6on <.7,5mg/nuépa (1 100duvdpou Tng) O¢
ouvoodeleTal and onpavtikA peiwon tng OM oe
NPOEPMNVONAUOCIAKESG YUVATKEG, KATI GUWG Nou Oev
NapATNPEITal oTOUC AVOPEG KAl OE PYETEPPNVONAU-
OI0KEG YUVATKEG, eV peyaAUiTepn 06on ennped el
OAeG TIC NAIKIOKEG opddeg, aveEdpTnTa and 1o
@UAo A TNV epunvonauciakh katdotaon ' H



dlapopPETIKA avrandkpion ota KX ouoxetideTal
€V PEPEI TOUAAXIOTOV pE Ta enfneda avOpoydvwy
Kal YAUKOKOPTIKOEIOWY 0ToV 0pd Twv acBevwv. Ol
UMNOOOXEIG TV avOPoyOvwY epeavidouy avtiBern
dpdon pe authv Twv GRs oTo petafoliopd kal oTov
noAanAaciaopd Twv KUTTAPWY, OUVOESHEVOI O
KOIVEG O€0€IC avaoTENMOVTAG TIG HETAYPAPIKES DPO-
OTNPIGTNTEC PE TO OXNPATIOHS ETEPOdIPEPWY ",

H nuépa nap’ npépa xopriynon KX de paive-
Tal va npopuidooel and tTnv anwAegia tng OM
(naidid kai eviAikeg) kaBOTI N KATAOTAATIKIA TOUG
enidpacn ota enivePpidia dIAPKEN KAl TNV NPEPA
MN XOPRYNONG TOUG. 3233

H xopriynon evoo@A€Biwv woewv KX (n.x.
1g pebBuA-npedviCohévng) de ouvodevetal and
anwAgia OM, kdTi nou mBavéy anodideTal oTny
Taxela unoxwpnon TG PAEyPovVWOOUG d1adIKa-
ofag Tng véoou yia Tnv onoiav xopnyrnnkav
N oe unepkopeopo N eAdTTwoN TNG PUBUIoNG
Twv GRs Tou KUTTAPONAGOPATOG TWV OOTIKWV
KuTTdpwv>>°.

H xopriynon eionveduevwy KX 1diaitepa o€
a00eVeiG e xpOvia ano@PAKTIKN Nveupovonddeia
€xel OUOXETIOOET e eAGTTwoN TNG BMD kai adénon
ToU KIvOUvou OK ota onovouAikd owpata, ald
Ta anoTeEAéopaTa TwV PEAETWV €ival aAMnAoou-
ykpoudpeva . Te pia peAétn, n ouxvéTnTa
onovouhikwv OK rAtav uPnAdTepn autig Twyv
HapPTUPWY Mou AddpBavav B-aywvioTéc™, oToixeio
nou MBavoloyel Kal CUPPETOXN TNG UNOKEIMEVNG
nveupovondOesiac >, O1 Wong kai ouv.” og
MIO peyAAN peAéTn aoBevdv pe doBpa avapEpouy
ONPAVTIKA ApVNTIKA CUOXETION PETAEU TG OOONG
ka1 TG DIGPKEIAG XOPHYNONG TWV el0NVESHEVWY K
pe TN BMD tng OMZX kai Tou 1oxiou. O1 Van Staa
kar ouv’’, SianfoTwoav at&non Tou kivdUvou OK
og 060¢eIg 200-400 pg/nuépa, nou Ba pnopoloe
va anodoBel otnv unokefpevn nveupovonddeia,
OTOV NEPIOPIOPO TNG PUOIKAG OPaAcTNPIOTNTAC,
oTnv anwAeia puikng padag, k.d. H xopriynon
uPnAng doooloyia ¢(>1600ug/npépa) €xel ou-
oxeTIo0el pe avgnon Tou Kivouvou OK.

Au&non Tou Kivduvou OoTikoU Katdypartog
(KOK)

N.I. TAAANOMOYAOE, I.11. KAMMAKHE, 8.M. TKIOKA, X.K. TZITAROY

[d1aiTepn KAIVIKA onpaoia €xel N OUOXETION
NG xopriynong KX pe tnv avénon tou KOK. Xtnv
auénon auth ouppeTExouv NANV Twv KX kai pia
oelpd dAo1I NapdyovTeG NOU €XOUV va KAVOUV
dpeoa (pAeypovwdng diadikaoia, npoofoin
TNG VEPPIKNG ri/kal nnaTiknig Aertoupyiag, k.4) n
€upeoa (eAdTTwoN TNG PUOIKAG OPACTNPIOTNTAC,
unoBpeyia, anopuyn €kBeong otov NAIO, K.4) HE
TNV unokefpevn véoo®* . H at&non Tou KOK exi-
pABnke oto 20% pe d6on NpedviCohdvng <5mg/
npépa kal o1o 60% oe déon =20mg/nuépa’™”’.
Avagépetal 611 o KOK dinAaoiddetal pe d6on
>7,5mg o€ oxéon e d6on <2,5mg NUEPNGIWG .
Auénon Tou KOK napartnpeitar kai pe 000¢€I¢
npedvi(oAévne 2,5-5mg/npépa ****, eviy n Siakonn
TOuG ouvodeUeTal and onpavtiki eAGTTwonN Tou
kivdUvou. O KOK eival duocavdhoya peyaAiTepog
auToU nou dikalohoyeital and Tny BMD, dnAadn
o1 aoBeveic pe KX gppavidouv ooTikd kdTayUa
éxovrag BMD ugnAdTepn Twv atOpwv nou dgv
naipvouv KX kai epgavifouv ooTIKS kdTaypa >
>’ O1 Van Staa kai ouv>* ava@épouv uPnAdTEPO
KOK o€ petegpnvonauoiakeg yuvaikes uno K&
OUYKPITIKA JE UETEPPNVOMAUOCIOKEG YUVAIKEG
xwpic KZ. KdTi TéTo10 dev emiBefaiwverar and
N pEAéTn Twv Selby kal ouv’®. EvBiapépov éxel
n dianiotwon, oe 102 aoBevei¢ pe autodvooa
voonpara nou gnaipvav K, twv Kaji kal ouv”
611 0 0Ud6¢ TNC BMD otnv OM2X%, oto AM Kali
oTO KATW TpITNPOpiou Tou avTiBpaxiou ATav
uPnASTEPOG yia TNV gppdvion OK, cuykpITIKd
pe opdda nou dev énaipvav K.

Enidpaon Twv kopTikogIdwY oTa 00Td

Ta KX emdpolv ota ooTd Eupeoa eMdPWVTAG
o€ oppoveg, auénTikoUg NapdyovTeG N KUTTAPO-
KivVeG kal dueoa emdpwvTag aneubeiag ota uneu-
Ouva yia Tnv 0ooTIKA avakaTtaokeun UTTapa Kal
OUYKekpIPEva oToug ooTeoAdoTeg (OB), oToug
ooTeokAdoTeg (OC) kal 0Ta 00TEOKUTTAPQ.

A. ‘Eppeon enidpaon ota ootd

H xopriynon KX npokalel: (a) eAdttwon Tng
EVTEPIKNG anoppdPnong Tou aofeoTiou, niBa-
vév Adyw avdntuéng avriotaong Twv KUTTApwY
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TOoU evTepIkoU PAevvoydvou otn dpdon Tng
1,25(0H)2D 1 pe pnxaviopoug aveEdpTnToug
and ™ d0pdon Tng Bitapivng D, kar () adénon
TNC owAnvapIiakAc anékkpionc aoBeotiou® ™. Ta
napandvw odnyouv o€ eAGTTWON TwV ENINEDWV
aofeotiou oTnv kukAogopia kal adténon Tng
¢kkprong Tng napabopudévng (PTH) pe anotéAe-
opa Tnv avdnTtuén deuTteponabolcg unepnapa-
Bupeoeldiopou’ "***. loToHoPPOUETPIKE oThY
ooTeondpwon and KX naparnpeital eAdTTwon
Tou puBpoU 0oTIKAG EVAAAYAG, EVW OTOV UNEP-
napadupeoeIdioud napatnpeital avgnori Tou®,
evw Ta enineda PTH avagépovral gpualoAoyikd
og aoBeveic und KX *. Ta KX evioxGouv Tn Spdion
¢ PTH ota 001d™ au&dvovTac Tov apiBué kai Tn
ouyyévela oUvdeong TWV UNOdOXEWY TOUG A/Kal
€uodwvovTac TV napaywyn c-AMP ota ooTikd
kGtTapa ***. Enfonc endpoly oTnv napaywyh
TNG NPOKAAWVTAG EAGTTWON TNG TOVIKAG Kal au-
&non TN kaTd Woelc angeubépwonc Tng PTH 7.
2TIG METEPUNVONAUOIOKES Yuvaikeg Ta KX kaTa-
oTéMovTag Tov déova unobaArdpou-undépuong-
yovddwv eAattivouv Ta enfneda oloTpadidAng,
avOpPOoOTEVOIOVNG, NMPOYEOTEPOVNG Kal OEITKNG
SetdpoeniavdpooTepbvnc™®”", ehaTTidvouy eniong
TNV €KKPION WXPIVOTPONnou opuoévng (LH) we
andvrnon TnG enidpaong TNG oppévNG aneAeuBé-
pwong TnG yovadoTpopivng (GnRH) nou odnyel
o€ avaoToAi TN dpdong Tng BuhakioTpdnou op-
povNnG (FSH) kal Tng napaywyns Twv oTEPOEIdWV
Tou pUAoU’*”. TTOUC GVOpEC EAATTVOUY dpEca
A éuPEeOa TNV NAPAywyn TEOTOOTEPOVNG and TOUG
Opxelg ehaTTwvovTag TNV aneheuBépwon GnRH.
And oplopévoug epeuvNTEG dlaNIoTWONKaV xa-
UNAG ENfNEdA TEOTOOTEPAVNC Kal 0IGTPAdIGANC
evid) and dhouc éxi”. Ta xapnAd enineda Tng
TEOTOOTEPOVNG KAl ID1A{TEPA AUTA TNG OIOTPADI-
6ANn¢ ouoxetiCovTal pe Tnv anwAgla OM *”. Ta
KX enidpwvrag enfong apvnTikd oTn dpdon TnG
apwpardong, ev{Upou unelbuvou yia Tn PYETa-
TPONN TNG TEOTOOTEPOVNG KAl TWV AVOPOYOVWY
TWV ENIVEPPIdIWV o€ 010TPadIdAN 0dnyoulv oTnV
avdnTuén ooTsonépwonq77’78. Ta KX eAatTwovouv
enfong Tnv €kkpion TNG AuéNTIKNG oppodvng (GH)
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au&dvovtag Tov TOVo Tou unoBaAdpou oTny EkKPI-
OoN OWPATOOTATIVNG EVW OUYXPOVWG EAQTTWVOUV
Tn oUvBeon IvoouhivoTpénou auéntikol napd-
yovTta-I (IGF-I: Insuline-like grouth factor -I) "%,
Télog ehatTiovouv Tnv ékppaon Tou TGF- (Tumor
grouth factor-B) kai tou HGF (Hepatocyte growth
factor) nou emidpolv euvoikd otny OM **,

B. Apeon enidpaon Twv KX ota ootd.

1.Enidpaon otn diapoponoinon, Tn
AeiToupyia kal Tnv anénTwon Twv KUTTApwv
ooTeoBAaoTIKAG oeIpdg Afyo PETG TNV évapén
x0PryNonG YAUKOKOPTIKOEIOWY N AEIToupyia Twv
ooteoPAaotwyv (OB) diatnpeital, aAAG petd pakpd
nepiodo xoprynong eAatTwveral. H eAdTTwon
autn yiveral pye dIdpopoug TPONouG:

a) Ta kUTTapa ToUu OTPWHATOG TOU pueghoy
Twv ootV (MO) diagoponololvral and
kUTTapa TnG OB og1pdc og AinokUTTapa.

AuTO yiverar:

- endyovtag Tov unodoxéa PPARy2 (Peroxisome
Proliferator Activated Receptor y2) kai Tn pdBuion
TWV NUPNVIKWY NAPAYSOVTWY TNG OIKOYEVEIAG TWV
npwreivwv CAAT (chancer- binding protein) nou
ehatTivovTag Tn petaypagn Tou |GF-I eAaTTwvouv
Twv noAanAaciacpéd Twy OB,

- EUOBWVOVTAG TNV €KPPAON TOU NAPdyovTa
DKK1 (Dickkopf-1) nou, aAAnAemdpwvTag pe
TouG ouVvOIeyEPTeG LRPS kal LRPG Tou cuoTtripatog
peTddoong oripatog Wnt-B-Catenin, npokahoUv
avaoToAn TnG dpdong TNG 000U PETAdOONG TOU
ONMPATOG TO OMOI0 EVOBWVEI JE TN 0€1IPd TOU ThV
ooTeoPfAacToyéveon

- eAaTTIVOVTAG TN 0UVOEON TWV NPWTEIVWV TNG
Bepehiou ooTiknG ouaiag (BPMs, bone proteins
matrix), Twv JOPPOYEVVETIKWY NPOTEIVWV (BMPs)
enepPaivovrag otnv ékppaon Tou Runx2/Cbfal
napdyovra *%.

B) EAattidvouv Tov xpoévo enmiBiwong Twv OB
€uodwvovTag Tn dladikacia andnTwong
TOUG JEOW TNG evepyonoinong TnG kaond-
O_nq_388,89‘

y) Au&dvouv tnv ékppaon Tou RANKL (nuclear
factor ka1 B ligand) ka1 Tou M-CSF (M colony-



stimulating factor) nou npodyouv Tnv 0oTEO-
KAOOTOYEVVEDN, EVW) OUYXPOVWG EAQTTWIVOUV
TNV ékppaon TnG ooteonpoteyepivng (OPQG)
nou anoteAel Tov napaniavntiké (decoy)
unodoxéa Tou RANKL®

2. Enidpaon o010 OIKTUO TWV OOTEOKUTTAPWY

Ta KX péow evepyonoinong TnG kaondong-3
NPOKAAEl aNONTWON TWV OOTEOKUTTAPWY, KUTTAPWY
nou naidouv 1d10ITEPA oNPAVTIKG POAO OTNV OOTIKNA
avakatackeun®™. Auté odnyef og pn avriinyn Twy
MiIKpoBAaBwy Tou ooTou and Ta 00TEOKUTTAPA KAl
MN-eMid16pOwon Toug, KATI Nou odnyel o€ peiwon
TNC AVTOXAC TWV 00TWV % Adyw TNG dIAKOMNAG TNG
Pon¢ uypou oTo CUOTNHA TWV JIKPOOWANVIOKWY
Mou ouvO£ouV Ta 00TEOKUTTAPA PETa&U TOUG Ka-
Ow¢ kal e KUTTOPA TWV OOTIKWY ENIPAVEIWY,
npooBdMeTal n IkavoTNTa 0UVOEONG NPWTEIVWV
TnG BepeNiou 0oTIKNAG ouoiag, diadikaoia avaykaia
yIa TNV avavéwon Tou 0Tou™ nou Npodyouv oTny
ooTeoBAacToyévveon kal Tn Aeiroupyia Twv OB.
H eud6dwon Tn¢ andnTwong Twv 00TEOKUTTAPWY
and Ta YAUKOKOPTIKOEION €xel eNfONG OUOXETIONET
pe TNV avdntuén ooTeovékpwong and auTd.

3. Enidpaon oTnv ooTeokAaoToyéveon

Ta KX npodyouv Tnv ooteokAaoToyéveon (OKT)
MEow:

a) Euédwong tng ékppaong RANKL/MCSF kat

ehdTTwon TG ékppaong OPG.
B) Enaywync¢ Twv unopgovddwy unodoxewyv
KUTTapOKIVWY e OKI Spdon”™

y) EAaTTwvovTag tnv ékppaon TNG auTokpIvoUg
€KKPIONG KUTTAPOKIVWY onw¢ n IFN-B and
Toug OK nou éxouv avaoTaATiki enidpaon
otnv OKT

4. Enidpaon oTouq OKEAETIKOUG MUG.

H xopriynon upnAwyv d6ocwy KX pnopei o€ Aiyeg
NUEPEG va NPOKAAéoEl onpavTikA Uik atpopia
kal papdopudhuon®. H Bepaneia pe 30mg nped-
vICOAGVNG yia 2 eBdOPAdEG OpwG O ouvodEeUETal
ané avdnTtuén puikric aduvapiac.”*

2YXTAZEIZ TIA NMPOAHWH THX OXTEONO-
PQOXHX AMO TA KOPTIKOXTEPOEIAH

‘Exouv dnpooieuOei oUOTAOEIG ENIOTNHUOVIKWY

N.I. TAAANOMOYAOE, I.11. KAMNAKHE, 8.M. TKIOKA, X.K. TZITAROY

Kal ENAyYEAUATIKWY GOPEWY yia TNV npdAnYn TnG
ooteondpwongand Kx. O1 BacikéG apxeg nou ou-
vioToUVv 6Aol ol popei¢ autoi nepihapBdvouv:

1. AVTIHETWNION TNG PAEYHOVWOOUG OIAdIKAGIAG

TnG véoou yia Thv onofav xopnyouvTal Ta
KX ka@w¢ kar Tng eniBdpuvong TNG NNATIKAG
A/kar TNG vePpIikig Aeiroupyiag

2. EAédtTwon tng doooloyiag Twv KX 600 TO

duvaTtov TaxuTepa

3. AVTIPETWNION TWV UNoAOIMWY NAPAYOVTWY

KivoUvou yia avdntuén ooteondpwong, onwe
NG unoBpediag, TNG peiwong TNG PUOIKAG
dpaoTnPISTNTAG, TNG KATAXPNONG AAKOOA,
Tou kanviopaTog, K.d.

4. H npéoAnyin enapkwyv NoooThTwy aoBeoTiou
(pe Tn dfaita i Tn xopriynon oupnAnpwud-
Twv Kal Brrapivng D eival Baoikng onpaoiag
o€ onolodrnote BepaneuTik® OXNPaA.

H xopriynon pévo oupnAnpwpatog aoBeoTiou
kal Birapivng D i aApakaAo1ddAng O paiveral
va npopuldooel and Tnv anwAgia OM and KX
?1% 'H xopriynon Birapivng K2 (ouv-napdyovra
NG y-kapPBoéurdong avaykaiag yia Tn olvBeon
TN¢ 0oTEOKAACIVNC), TNC Metatetrenone and Toug
Janaka kar Oshima oe aoBevei¢ pe PA i ooTeo-
népwon and KX, odriynoe og eAdTTWON TNG OU-
XvOTNTAG EYPAVIONG OOTIKOU KATAYHATOG OTOUG
onovduhouc *'” Te pelétec Twv Lane kai ouv.'*'”
n TepinapaTion (1-34 PTH) oe yuvaikes pe ooTe-
ondépwon andé Kx nou Bpiokovrav oe Oepaneia
opMoviknig unokardotaong (©0OY) npokdAeoe
onpavTiki avénon Tng BMD otnv OMXX kal oTo
1oxio nou diatnErBnke og eninedo 5% uPnAdtepa
Tou eMnédou Katd TNV évapén tng perérng. H
xopnynon Tng TEPINAPATiONG ouvodeUTnke and
onpavtikn auénon tng OC 0poU (BeKTNG 0OTIKAG
napaywyrg) and Tov NpwTo priva Tng xopriynong
o€ ouVOUaoUO e avénon Tng deo&unupIdoAivng
(deikTN 00TIKAG anoppdPNoNG) ald peTd 1o
npwro e&Gunvo'®.

MeTa&U Twyv gpeuvnTWV enikpaTel N dnoyn Ot
TA NEPIOOOTEPO €VOEIKVUOUEVA VIO TNV QVTIME-
Twnion TNG anwAegiag OM kar Tnv npéAnYn TnG
eppaviong OK gpdppaka eival Ta dIpwoPovIKa
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(AD) *P1 110 wal éxel pavel n BeTIkA enidpaon
TNG €TIOPOVATNG 600 KAl TwV vedTEPpWY AD alev-
OpovATNG, PIoEVOPOVATNG KAl NAPIVOPOVATNG
aMd 6xi Tn¢ ahpakaroiddAne. ' O1 Saag kal
ouv''? o€ 447 acBeveic uné KX nou uneBArOnoay
oe Bepaneia pe akevdopovdtn 1 cupnAnpwua
aofeotiou kai Birapivng D avagépouv avénon
™G BMD katd 3% otnv opdda nou €naipve 10mg
alevdpovdTng TNV npépa kal peiwon katd 1%
oTnv opdda nou énaipve oupnAipwua aofe-
oTiou ka1 Birapivng D, éva €10¢ JeTd TNV évapén
TNC peAéTnc. O1 Adachi kai ouv'' oe aoBeveic
nou énaipvav 27,5% mg/nuépa npedvidévng n
xopnynon akevdpovding (2,5, 5 1 10 mg/npé-
pa) yia 2 xpdvia odriynoe oe av&non TnG BMD
otnv OMXX katd 2,8-3,9% (0,8% eAdTTwon otny
opdda placebo), eAdTTwon TG ouxvéTNTAG TWV
onovOUuAIkwV katayudTwy (0,7% évavti 6,8% Tng
opddag placebo) kal eAdTTwoN Twv €nINEdWV
N-TeAIkwv TeEAOnenTIdiwV TOUu KOAaydvou-TUnou
[, deiktn ooTiKAG anoppdpnong. Avdloya rTav
Kal Ta anoTteAéopaTa oe aobeveic nou énaipvav
pioevdpovdTn. O Eastell kal ouv''® og petep-
MNVONauolakéG yuvaikeg pe PA nou énaipvav
nPedVIOAGVN >2,5mg/nuépa avapépouv Ol
n xoprynon pioevopovAatng yia 97 BOouAdeg
odriynoe og avgnon Tng BMD katd 1,4% (évavti
eAdTTwong katd 2.6% otnv opdda placebo) otnv
OMZXX aA\d 6x1 oTo 1oxio (anwAeia 1% kai 3,6%
oTnv opdda TNG proevOpovdaTNnG kal Tou placebo,
avrioToixa). O1 Cohen kai ouv'"”’ XOPNYWVTAG
yla 1 €106 2,5 1 5 mg/npépa pioevdpovdTng oe
aoBeveic nou dpxioav pakpoxpdvia Bepaneia pe
KX dianiotwoav auénon Tn¢ BMD otnv OM2XX
(-0,1% €wc +0.6% évavti -2,8% otnv opdda
nou €naipve oupnAnpwpa aofeoTiou) kal oTo
loxio (-0,4 €wg +0,8% évavTi -3,1% oTnv opdda
nou €naipve cupnAipwpa aofeoTiou), 6x1 GPWG
eAATTWON TNG OUXVOTNTAG EPPAEVIONG OOTIKWV
kaTaypdTwy. O1 Reid kal ouv'® Téhog, o€ yuvaikec
nou unofdAovrav og Bepaneia pe npedviovn
27,5mg/npépa yia nePIooOTEPO TWV 6 PINVWV
dlaniotwoav 6T N xopriynon 2,51 5 mg/nuépa
paloipévng yia 1 €10¢ avgnoe Tnv BMD otnv
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OMZXX katd 1,9-2,9% (évavti 0,4% otnv opdda
placebo) aA\d 6xi kai oTo 10xio.

A. Zuotdoeig Tou Apepikavikol KoAAeyiou
Peupatoloyiag (ACR) 2001 '*'

1. Ta aoBeveig nou npokeral va ndpouv Kx
y1a NePIOOOTEPO TWV 3 PNVWV o€ doooAoyia
=5mg Tnv nu€pa ouvioTdTal JETPNoN TNG
BMD pe DXA, évapén Bepaneiag pe oupnini-
pwua aoBeotiou kar Brrapivng D kar yevikd
METPa 6nwe diakonn kanviopaTog, eAdTTwon
TN KATavdAwonc aAkodA kar doknon. Agv
ava@EpeTal To T score NPOKEIPEVOU va ap-
xfogl n xopriynon dIpwO@POVIKWY.

2. 1a aoBeveig nou BpiokovTal oe Oepaneia pe
25mg/npépa npedviCoAdvng ouvioTdTal O
K1 OTOUG NPONYOUEVOUG a0DEVE(C.

B. uotdoeig TnG opddag opowviag yia
Tnv ooteonépwon ané KX rou Hvwpévou
BaciAeiou (UK Consensus Group) 1998'*°
Mpokelpévou yia eviiAikes nou naipvouy >7,5
mg Tnv nuépa npedviCoAdVNG yIa NEPIOOOTEPO
Twv 6 PNVWV ouvioTdTal:
1. Tha T score >1 enavdAnyn tng BMD o€ 3-5
€tn, av o aoBevii¢ ouvexidel va naipver KZ.
2.Ta T score pera&y O kar - 1,5 emavdAnyn
™¢ BMD og 1 €70¢.
3. Ta T score < -1,5 ouviotdral OgpaneuTiki
napdppaon.

I. Zuotdoeig Tou Tprpatog latpikwv Kévrpwv
Betepdvwv Apepikii¢ (Department of
Veterans Affairs medical Centers) 2003
1. Na aoBeveic nou naipvouv KX yia > 3 un-
VWV ouviotdtal pérpnon BMD pe DXA kai
€4V auTn:
a. Eivar puoioloyikn: cupnAipwua aofeotiou
kal Brirapivng D.
B. Eivar xapnAn : npooBrikn dIpwo@ovIKwy.
2. Ta aoBeveic nou naipvouv KX kal €xouv
1oTopikd OK:
a ZupnAnpwpua aoBeotiou kal Birapivng D
B. Aipwopovikd
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y. DXA yia ektipnon tng BepaneuTikig avra-
nNOKPIONG.

3. Na aoBeveig nou npdkerar va ndpouv Kx
YO NEPIOOBTEPO TWV 3 PNVWV:

a. ZupnAipwpa acBeotiou kar Brrapivng D.

B. DXA.

y. Mpoobrkn dipwogovikwy oe ddéon > 5mg
npedvi(oAdvNG ekTéGC kKal av n BMD BpeOei
puololoyikn ondte enavalapBdveral n DXA
o€ 6-12 pnrvec.

0. Av de d1atiBetal DXA ,Oepaneia pe ahevdpo-
vaTtn 11 piogvopovdTn.

4. Mo peTepgpnvonauolakeg yuvaikeg eEetddou-

ME TO evOeXOpEVO xoprynong palodipevng
n ©0Y.

5.T1a NPOEPPNVONAUOCIAKEG YUVAIKES KAl
dvopeg aglohdynon TNG kKAtdoTaoNG TwWV
OpPMOVWY TOou pUAOU Kal e&eTA(OUPE TO
evOEXOUEVO x0priynong oloTpoyovwy i
TEOTOOTEPOVNG.

6. MNa 6Aoug Toug aoBeveic aoknoelg, EI0IKA PE
Bdpn, NnPSANYN Twv NTWOEWV.

A. Yuotdoeig Tng OMavdiki¢ Etaipeiag
Peupatoloyiag (Dutch Society of Rheu-
matology) 2004

1. Xe xopriynon>15mg npedvi(oAdvng Tnv
npépa n1otopikd OK, xopriynon dipwopo-
VIKWV.

2.%e 7,5-15 mg kai og dtopa >70 €10V Xx0-
priynon d1pwoPoVvIKwY, evw o€ dtopa <70
ETWV OlevEPyEla akTivoypapiag OMIX kal
DXA kd0¢g 1-3 érn kai énote 10 dTopO Ot-
wpenOel ws uPnAod kivduvou, xoprynon
OIPWOPOVIKWV

3. Ze <7,5 mg 10 dropo Bewpeital xapnAou
kivoUvou kal ouviotdral DXA og1-3 €rn.

E. ZuoTdoeic Tou Sambrook kai cuv *°
1. Ze aoBeveiq pe 10T0pIKO OK ouvioTdTal pé-
Tpnon BMD kai Oepaneia:
a. NPWTNG YPAPUNG: aAevdpovdTn, pioevdpo-
vdTn
B. dedTepnc ypappnig: etidpovdrn, ©OY, Bi-
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Tapivn D kar cupgnAnpwpua aofeoTiou, eV
NPOKEIMEVOU yIa ATOPA PE NOAU xapnAn
BMD niBavov h PTH.
2. Y€ YETEPPNVONAUCIAKEG YUVAIKEG I AVOPES
nAikiag >50 eTwv 11 aoBeveic pe 10TOPIKS
OK, xapnAé deiktn pddag owpatog, uPnAn
doooloyia KZ, véoo nou oxetileTal Je ooTe-
ondépwon, xapgnAn npdéoAnPn acfeoTiou pe
Tn diaITa, eAaTTwpévn KIVRTIKOTNTA 1 OIKOYE-
VEIOKO I0TOPIKG 00TEONOPWONG CUVIOTATAI
n dievépyeia BMD kar av BpeOer:

a. Tscore £ 2,5 apxi¢el AO®© 6nw¢ oTto 1

B. Tscore <-1 apxiCel pye xopriynon oupnAn-
pwpaToG aoBeoTiou kal Birapivng D kar av
ouvexiCetal n xopriynon KX enavdAnyin 1ng
BMD o€ 1€10C

y. Tscore peta&u -1 ka1 -2,5 npoAnnTtikr Oepa-
neia pe aAevdpovdrn, pioevdpovdTn, ©OY
N peTafoliteg Tng Birapivng D.

O pdérog Twv KZ otnv eAdTTwon tng OM oToug
aoBeveic Me PA kal ZEA

Y& pia ogIpd PEAETEG dlanioTwONnke anwAeia
OM kar avgnon tou KOK oe aoOeveig pe PA 1
2EA. To katd néoo 6pwe eubuvovTal og auTtd Ta
KX eival apketd dUokolo va anavrnOei kaBoT
OUMMETEXOUV Kal GAAOI NAPAYOVTEG NOU €XOUV
va kdvouv dpeca N €PPeca Pe TIC nabnoeig au-
TEG, ONWG N PAeypovri, , N eAGTTWON TNG PUOI-
KNG OpaoTnpIdTNTaG, N unobpeyia n anopuyn
¢kbeong oTov Ao avaykaiag yia Tn oldvBeon
¢ Birapivng D, n emideivwon TG NNATIKAG Kal
VEPPIKNAG AeIToupyiag kabwg kar n xopriynon dA-
Awv papPdKwy Nou OxeTiICOVTal PE TNV AvANTUgN
00TEONOPWONG.

Ye peAétn 1100 aoBevwyv pe PA (u€on didpkeia
napakoAoudOnong 8,4 €tn) o KOK oxeTioBnke pe
Tn xopriynon KX aAAd kar pe Tn peyaAdtepn nAikia
Kal JE TN PEIWON TNG PUOIKAG OPACTNPEIOTNTAG
Twv aoBeviyv'?. Te GAAN ueAETN avapépBnke 4TI
n ouxvéTnTa onovOuhikwyv OK cuoxeTidovTav e
™ xopnynon KX yia nepioocdtepo Tou 1 €T0UG
aMd kal pe Tn peyaAdTtepn nAikia, Ye To 10TOPI-
k6 e€wonovoulikwy OK kal pe Tn xapnAn BMD
otov AM Twv acBeviyv ', O1 Kroot kai ouv o€
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76 aoBeveiq pe PA petpwvrag Tny BMD ota 1oxia
dl0nioTwoav CUOXETION TNG EAATTWONG TNG PE TN
xopriynon KZ. O1 Arai kail ouv™® o€ 117 peTeppun-
VOMNAUOIOKEG N 0€ egpnvonauon aoBeveic nou
napakoAoUOnoav ava@EPOouV OUOXETION TWV
ONOVOUAIKWYV KATaYHATwY KaTd TNV évapén Tng
MEAETNG pe Tn xopriynon KX (21% oto ouvoho
Twv aocBevwyv évavti 33% autwy nou énaipvav
KX) aM\G 6xi kar katd Tn didpkeia TNG NApPAKo-
AouBnong. ZuoxeTion peTa&y TnG eAdTTWONG TNG
BMD Tou 1oxiou pe Tn xopriynon KX ava@épbnke
kal and dAMoug epeuvnTE.

Mpénel Opwe va avagepOel OTI 0 kivOuvog
avdnTugng ooTeondpwong diapEpel PETAEY Twv
aoBevwyv nou €naipvav oto NapeAdév i katd Tn
OIdPKEIa PIaG MEAETNG. e OpAda aoBevwv pe
PA exTipriOnke n avéntuén ooteondpwaong otTnv
OM2Z o710 8,6% Twv acbevyv nou dev Nripe kabo-
Aou KZ, oto 10,1% auTtwyv nou nripe oto NapeA06v
aMd oto 16,6% Twv aobevwyv nou €naipve otn
SIdpKeIa TNG PEAETNG' 2. Xnpaocia enfong éxel kal
n ouvolikr déon Twv K. Oi Sinigaglia'™ kai ouv
avapépouv 6T ouvoAikri déon >9,05gr au&dvel
Tn ouxvoTnTa avdnTuéng ooteondpwong oTnv
OMZIX evth oe AMn peAeéTn 146 PA aoBeviiv n
OUXVOTNTA AUTH OUOXETICETAI TOOO PE TNV UPNAR
600 Kal PE TN xapnAl ouvolikr déon Twv KX ',
2Tn peAétn Hopkins Lupus oe aoBeveic pe XEA
dianioTwlnke cUoXETION TG xopriynong KX pe Tnv
eAdTTwon Tne BMD otnv OMEX 7. Suoxétion TnG
ehdrrwong Tng BMD avagéperar ané toug Pons kai
ouv'”® ue nueprola déon 27,5 mg npedvidvng,
ME TNV NuePRoIa Kal PE TN ouvoAikrt déon and
Touc Kippen kai ouv '%, pe Tn ouvoliki déon
kal Tn didpkela xopriynong and Toug Sinigaglia
kal ouv' . e opdda 364 aoBeviyv pe TEA otnv
onoia diamotwdnkav 0oTIKAG kaTdypaTa oTo 6,6%
ava@épOnKe OUOXETION TOUG PE TN OUVOAIKA Kal
ME TNV nuepriola déon Twv xopnyoupevwy KX .
Aev ava@Eperal GUWEG CUOXETION TG X0PNyNoNg
KX pe Tnv eAdtTwon Tng BMD n Tnv adénon Tou
KOK ané dMoug epeuvnTéc’'. O1 Chony kal ouv
o€ oudda aobevwy pe LEA pe dianiotwpévn
ooTeonevia og NoocooTo 46,7% kar ooTEONOPWON
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0T0 6,6% Og OUOXETICOUV TA NOCOOTA AUTA {E
Tn xopriynon K.

Yupnepaopatikd n xopriynon KOPTIKOOTEPOEI-
Owv ouvodeleTal and anwAeia 0oTIKAG pAadag kal
andé avgnon Tou kIvOUvou 00TIKOU KATAYHATOG
ME noikiAoug pnxaviopoug nou enidpouV oTov
00TIKO peTaBoMopd aufdvovrag Tnv anwAeia
Kal EAQTTWVOVTAG TNV Napaywyn ootou. YNdpxel
avdykn napakoAoubnong Tou aoBevouq nou Aap-
Bdvel kopTikooTEPOEION avefdpTnTa doocoloyiag i
dIdPKeIag xoprynong, AN NPOANATIKWY HETPWY
Kal xopriynon avTiooTeonopwTikn¢ Oepaneiag.

ABSTRACT

Corticosteroid-induced Osteoporosis
N.G.Galanopoulos', G.P.Kampakis', T.M.Gioka’,
C.K.Tsigalou®

'"Outpatients Department of Rheumatology and
’Department of Biopathology University Hospital of
Alexandrupolis, Alexandrupolis

In the present paper we review the pathoge-
netic mechanisms through which corticosteroid
treatment influence bone metabolism, its relation-
ship with the decrease of bone mass (density)
and with the increased danger of osteoporotic
fractures. Further on, we refer to the preventive
measures with the administration of the proper
combination of antiosteoporotic medications like
calcium and vitamin D intake, biphosphonate
salts and synthetic parahormone.

Hellenic Rheumatology 2007; 18(3):235-248

Key words: osteoporosis, BMD, corticosteroids, arthritis
rheumatoid, systemic lupus erythematosus
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