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Lipoprotein (a) [lipo(a)]� ���� WH %HUJ WDUDIÕQGDQ WDQÕPODQGÕ� /LSR�D� ELU /'/ SDUWLN�O� JLEL

DSROLSRSURWHLQ % �DSR%����� SURWHLQLQL YH RQGDQ IDUNOÕ RODUDN� EX DSR%����
H GLV�OILG ED÷ODUÕ\OD ED÷ODQPÕú

apolipoprotein (a) [apo(a)]
\Õ LoHULU� $SR�D�
QÕQ DPLQR DVLW GL]LVLQLQ LQFHOHQPHVLQGH� ILEULQROLWLN VLVWHPLQ ELU

SURWHROLWLN HQ]LPL RODQ SOD]PLQ
LQ |QF�V� SOD]PLQRMHQ LOH EHQ]HUOL÷L GLNNDW oHNPLúWLU� *HQHWLN RODUDN

SROLPRUILN �UHWLOHQ DSR�D�
QÕQ� ELUH\OHUGHNL WLSOHUL JHQLú IDUNOÕOÕNODU J|VWHULU� $SR�D� L]RSURWHLQOHULQLQ

E�\�NO�÷� LOH VHUXP OLSR�D� G�]H\OHUL DUDVÕQGD WHUVLQH ELU LOLúNL YDUGÕU� 0ROHN�O E�\�G�NoH NRQVDQWUDV\RQ

D]DOPDNWDGÕU� 6HUXP OLSR�D� NRQVDQWUDV\RQX� &$' �NRURQHU DUWHU KDVWDOÕ÷Õ� LoLQ ED÷ÕPVÕ] ELU ULVN

IDNW|U�G�U� %X ELOHúL÷LQ NDUDFL÷HUGH VHQWH]OHQGL÷L G�ú�Q�OPHNWHGLU YH KDVDUD X÷UDPÕú GRNXQXQ L\LOHúPHVL YH

LQIODPDV\RQOD LOLúNLOLGLU� /LSR�D� G�]H\OHUL� \Dú� FLQV� GL\HW� VLJDUD WLU\DNLOL÷L JLEL IDNW|UOHUGHQ HWNLOHQPH] YH

JHQHWLN RODUDN NRQWURO HGLOLU� øOJLQoWLU NL OLSR�D�
QÕQ LOLúNLVL VDGHFH &$' LOH VÕQÕUOÕ GH÷LOGLU� .URQLN E|EUHN

\HWPH]OLNOL� DNFL÷HU NDQVHUOL� LQPHOL� GL\DEHWHV PHOOLWXVOX� GL\DEHWLN QHIURSDWLOL YH WD]H PL\RNDUG HQIDUNW�VO�

KDVWDODUGD \�NVHOPLú OLSR�D� NRQVDQWUDV\RQODUÕ EXOXQPXúWXU� .DUDFL÷HU VLUR]OX KDVWDODUGD LVH G�ú�N

NRQVDQWUDV\RQODU J|]OHQPLúWLU� >7XUJXW g]DO 7ÕS 0HUNH]L 'HUJLVL �����������������@

Anahtar Kelimeler: /LSRSURWHLQ �D�� DSRSURWHLQ�D�� oHúLWOL KDVWDOÕNODU

Lipoprotein (a): a general view and it’s relationship with various disease

Lipoprotein (a) [Lipo(a)] was first described by Berg in 1963. Lipo(a) resembles to LDL moiety,
containing an apolipoprotein B subunit (apo B-100) and another apolipoprotein  apo(a)] attached to apoB-
100 by a disulphide bridge.The aminoacid sequence of apo(a) is sitrikingly homologous to plasminogen, the
zymogen of plasmin, a proteolytic enzyme of the fibrinolytic system. Apo(a) is genetically polymorphic,
generating broad inter-individual differences. the size of apo(a) isoproteins is inversely correlated to the
serum lipo(a) concentration. The serum lipo(a) concentration is an independent risk factor for coronary
arter disease(CAD). This compound is thought to be synthesized in the liver and is associated with
inflamation and recovery from tissue damage. Lipo(a) concentrations are not influenced by age, gender, diet
or smoking habits and are genetically controlled. The interest in lipo(a) has not been restricted to CAD.
øQFUHDVHG VHUXP OLSR�D� FRQFHQWUDWLRQV KDYH DOVR EHHQ IRXQG LQ SDWLHQWV ZLWK FKURQLF UHQDO IDLOXUH�

carcinoma of the lung, stroke, Diabetes mellitus, Diabetic nephropathy, immediately after myocardial
infarction. Decreased concentrations have been seen in patients with cirrhosis of the liver. [Journal of
Turgut Özal Medical Center 1997;4(4):462-471]
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/LSRSURWHLQOHULQ HVDV IRQNVL\RQODUÕ� OLSLGOHULQ

SOD]PDGD WDúÕQPDVÕQÕ VD÷ODPDNWÕU� øQVDQ SOD]PDVÕQGD

EXOXQDQ EDúOÕFD OLSLGOHU� WULJOLVHULGOHU� IRVIROLSLGOHU YH

kolesterol esterleridir  Bu moleküllerin hepsi de, uzun
]LQFLUOL \D÷ DVLWOHULQLQ HVWHUOHULGLU YH ELUOLNWH

OLSRSURWHLQOHULQ OLSLG JXUXEXQX ROXúWXUXUODU� %X

lipidlerin ve spesifik proteinlerin (Apolipoproteinler :
$SRSURWHLQOHU� ELU DUDGD NRPSOHNV ROXúWXUPDVÕ\OD

OLSRSURWHLQOHU ROXúPDNWDGÕU� 3OD]PDGD VHUEHVW IRUPGD

EXOXQDQ \D÷ DVLWOHUL LVH \D÷ GRNXVXQGD WULJOLVHULW

RODUDN GHSRODQÕUODU YH NXOODQÕP \HUOHUL RODQ NDUDFL÷HU

YH NDV GRNXVXQD VHUEHVW \D÷ DVLWOHUL �))$� úHNOLQGH

WDúÕQÕUODU�

Plazma lipoproteinleri içerdikleri protein [apoA,
poB, apoC, apoD, apoE, apo(a) vs.] ve lipidlerin
NRPSR]LV\RQODUÕQGDNL IDUNOÕOÕNODUD J|UH G|UW DQD VÕQÕID

D\UÕOÕU� %XQODU� ùLORPLNURQODU� SUH%HWD EDQGÕQGD

\HUDODQ oRN G�ú�N GDQVLWHOL OLSRSURWHLQOHU �9/'/��

%HWD EDQGÕQGD \HU DODQ G�ú�N GDQVLWHOL OLSRSURWHLQOHU

�/'/� YH $OID EDQGÕQGD \HU DODQ \�NVHN GDQVLWHOL

OLSRSURWHLQOHU �+'/�
GLU� øODYH RODUDN SOD]PDGD�

VLDL'nin trigliseritlerini kaybederek, LDL'ye
G|Q�ú�P� VÕUDVÕQGD ROXúDQ YH ELU JHoLú IRUPX RODQ DUD

GDQVLWHOL OLSRSURWHLQOHU �,'/� PHYFXWWXU ���� �ùHNLO ���

%XUDGD LQFHOHGL÷LPL] /LSRSURWHLQ�D�
QÕQ OLSLG

NRPSR]LV\RQX /'/
\H EHQ]HU� 7HPHO IDUNOÕOÕ÷Õ�

LDL'de bulunmayan bir apooprotein olan
DSROLSRSURWHLQ�D�
\Õ >DSR�D�@ øoHUPHVLGLU� %X \�]GHQ

daha büyük ve daha konsantredir. Lipo(a)'da; her bir
PRO DSR%��� LoLQ EXQD GLV�OILG ED÷ODUÕ\OD ED÷ODQPÕú

ELU PRO DSR�D� YDUGÕU� 3ROLPRUILN ELU \DSÕVÕ RODQ

DSR�D�
QÕQ� NDUERQKLGUDW LoHUL÷L ID]ODGÕU YH

SOD]PLQRMHQ LOH \DSÕVDO EHQ]HUOLN J|VWHULU ���� �ùHNLO�

��� /LSR�D�
QÕQ KLSRWHWLN \DSÕVDO PRGHOL ùHNLO�� WH

J|U�OPHNWHGLU ����� %X GHUOHPHQLQ DPDFÕ� OLSR�D�
\D

WDULKL EDNÕú� EL\RNLP\DVÕ� NOLQLN |]HOOLNOHUL YH \DSÕOPÕú

ELUoRN oDOÕúPDQÕQ VRQXoODUÕQÕQ |]HWOHQHUHN YHULOPHVL

RODFDNWÕU�

/LSR�D�
QÕQ NHúIL YH WDULKoHVL�

/LSR�D�
\Õ ���� \ÕOÕQGD .DUH %HUJ ��� NHúIHWPLúWLU�

.RQX LOH LOJLOL LON oDOÕúPDODUGD OLSR�D�
QÕQ YDUOÕ÷Õ

NDQWLWDWLI RODUDN |Oo�OHPHPLú�NDOLWDWLI RODUDN WHVELW

HGLOHELOPLúWLU� 6RQUDNL oDOÕúPDODUGD \R÷XQOX÷XQXQ

����������� J�PO DUDVÕQGD ROGX÷X EXOXQPXú YH

/'/
QLQ ELU JHQHWLN YDU\DQWÕ ROGX÷X G�ú�Q�OP�úW�U�

ùHNLO �� 7HPHO OLSRSURWHLQOHU YH NRPSR]LV\RQODUÕ
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ùHNLO �� %LU SOD]PD OLSRSURWHLQ JHQHO \DSÕVÕ� Plazma

PHPEUDQODUÕQÕQ \DSÕVÕ LOH RODQ EHQ]HUOLNOHUH GLNNDW

HGLQL]� <DNÕQ WDULKWH \DSÕODQ ELU oDOÕúPDGD� \�]H\

tabakada az miktarda kolesterol-ester ile triaçil

gliserol’ün ve çekirdekte biraz serbest kolesterol’ün

EXOXQGX÷X J|VWHULOPLúWLU�

<�NVHN VHUXP OLSR�D� GH÷HUOHUL LOH HUNHQ PL\RNDUG

HQIDUNW�V� DUDVÕQGDNL LOLúNL LON RODUDN ���� \ÕOÕQGD

WHVELW HGLOPLúWLU ����

���� OL \ÕOODUGD OLSR�D�
QÕQ NLP\DVDO \DSÕVÕ LOH LOJLOL

oDOÕúPDODUGD /'/
GHQ GDKD ID]OD NDUERQKLGUDW LoHUGL÷L

YH MHO HOHNWURIRUH]LQGH SUH%HWD EDQGÕQGD \HU DOGÕ÷Õ

J|U�OG�� /LSR�D� DQWLMHQLQL RUWD\D oÕNDUPDN LoLQ

\DSÕODQ� GRXEOH LPPXQRGLII�VLRQ oDOÕúPDODUÕ YH SUH

%� GH \HU DODQ PHYFXW OLSR�D� QÕQ RUWD\D oÕNDUÕOPDVÕ

oDOÕúPDODUÕQGD� OLSR�D� LOH NRURQHU DUWHU KDVWDOÕNODUÕ

�&$'� &RURQHU $UWHU 'LVHDVH� DUDVÕQGD J�oO� ELU

LOLúNL ROGX÷X J|]OHPOHQGL ���� 'DKD VRQUD OLSR�D� \D

NDUúÕ DQWLVHUXP JHOLúWLULOGL YH LON LPP�QRNLP\DVDO

|Oo�POHU JHUoHNOHúWLULOGL� $UGÕQGDQ OLSR�D� \D NDUúÕ

ROXúWXUXODQ DQWLVHUXPODU NXOODQÕODUDN� DUWHUL\HO

DWHURVLNOHURWLN OH]\RQODUGDNL OLSR�D� ORNDOL]DV\RQODUÕ

J|VWHULOGL���� ���� OL \ÕOODUGD <�NVHOPLú OLSR�D�

GH÷HUOHULQLQ� HUNHQ PL\RNDUG HQIDUNW�V� YH &$' ����

inme (6),  ven grefti restenozisi (7) ve retinal arter
RNO�]\RQX ��� LOH LOLúNLVL ROGX÷X EXOXQGX� %X \ÕOODUGD

OLSR�D�
QÕQ DOWÕ VXEWLSL �L]RIRUP� WDQÕPODQPÕúWÕ ������

%X JHOLúPHOHUL WDNLEHQ OLSR�D�
QÕQ NDQWLWDWLI DQDOL]L LoLQ

5ø$ YH (/ø6$ NLWOHUL NXOODQÕPD VXQXOGX�

����¶ GH� OLSR�D�
 QÕQ SURWHLQ NÕVPÕ RODQ DSR�D�
QÕQ

JHQL NORQODQGÕ YH DPLQRDVLW GL]LVL WHVELW HGLOGL� %X

GXUXP LOHUL DSR�D� oDOÕúPDODUÕ LoLQ UHNRPELQDQW

�UHWLPL P�PN�Q NÕOGÕ� %X \ÕOODUGD \DSÕODQ oRN VD\ÕGD

DUDúWÕUPD� DSR�D�
QLQ \DSÕVDO RODUDN SOD]PLQRMHQ LOH

KRPROR÷ ROGX÷XQX RUWD\D NR\PXúWXU ����� ���� GD

OLSR�D�
QÕQ WURPERWLN DNWLYLWHVL NHúIHGLOGL� ����
D

JHOLQGL÷LQGH OLSR�D�
QÕQ �� DGHW SROLPRUIX

WDQÕPODQPÕúWÕ ����� $UDúWÕUPDODU LoLQ LON RWRPDWLN

|Oo�P ����¶GH X\JXODQPD\D EDúODQGÕ� ���� \ÕOÕQGD

ELOLQHQ SROLPRUI VD\ÕVÕ RQGRNX]D oÕNWÕ� .ÕVD V�UHGH

WDQÕPODQDQ SROLPRUIODUÕQ VD\ÕVÕ JLGHUHN DUWWÕ YH

\LUPL�o
H \�NVHOGL� 6RQ \D\ÕQODUGDQ ELULQGH SROLPRUI

VD\ÕVÕQÕQ �� ROGX÷X ELOGLULOGL ����� $UDúWÕUPDODU

GHYDP HWPHNWH YH EX VD\ÕQÕQ DUWPDVÕ EHNOHQPHNWHGLU�

ùHNLO �� $SR�D� LOH SOD]PLQRMHQ DUDVÕQGDNL EHQ]HUOLN

ùHNLO �� /LSR�D�
QÕQ KLSRWHWLN \DSÕVDO PRGHOL
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ùHNLO �� $SR�D�
QÕQ OLSLGOHUOH LOLúNLVL

/LSR�D�
QÕQ \DSÕVÕ�

Lipoproteinler, genel olarak merkezlerindeki
KLGURIRELN NÕVÕPGD NROHVWHURO HVWHUL YH WULJOLVHULG

bulundururlar. Periferlerindeki hidrofilik polar
bölgede ise serbest kolesterol, fosfolipidler ve
DSRSURWHLQOHU EXOXQXU� $SRSURWHLQOHULQ ELU NÕVPÕ

LQWHJUDO ROXS \DSÕGDQ X]DNODúWÕUÕODPD]� %LU NÕVPÕ LVH

VHUEHVW ROXS� SHULIHULN DSRSURWHLQOHU RODUDN DGODQGÕUÕOÕU

YH OLSRSURWHLQOHU DUDVÕQGD WUDQVIHU HGLOHELOLUOHU ����

�ùHNLO ��� Lipoprotein(a); lipid kompozisyonu LDL'ye
benzeyen, fakat LDL den daha büyük ve daha
NRQVDQWUH YH DSR%���
H GLV�OILG ED÷Õ\OD ED÷ODQPÕú

apo(a) proteinini içeren heterojen bir
PDNURPROHN�OG�U� 2OGXNoD SROLPRUILN ELU \DSÕGD RODQ

apo(a); bir adet inaktif ''serin proteaz domain'',
GH÷LúNHQ VD\ÕGD ������ DUDVÕQGD� 

NULQJOH�� GRPDLQ



ve bir adet ''kringle-5 domain'' içerir. Kringle-5,
NULQJOH��
�Q KRPROR÷ NRS\DVÕGÕU� .ULQJOH
OHU� �

GLV�OILW ED÷Õ\OD VWDELOOL÷LQL NRUX\DQ OXSOX \DSÕODUGÕU�

$÷ÕUOÕ÷Õ ������� N' DUDVÕQGD RODQ DSR�D�
QÕQ

E�\�NO�÷�Q�� �
QFÕ NURPR]RPGD \HUOHúPLú YH

SOD]PLQRMHQ JHQL\OH NRPúX RODQ DSR�D� JHQLQGH

NRGODQDQ NULQJOH�� GRPDLQOHULQLQ VD\ÕVÕ EHOLUOHU �����

$SR�D� ELU JOLNRSURWHLQGLU� SOD]PLQRMHQOH \DSÕVDO

KRPRORML J|VWHULU �������� ùHNLO�� YH � WH DSR�D� YH

OLSR�D�
QÕQ KLSRWHWLN RODUDN \DSÕVDO PRGHOOHUL

görülmektedir. ApoB100-apo(a) kompleksi,
KLSHUWULJOLVHULGHPLOL ELUH\OHUGHNL LQYLYR oDOÕúPDODUGD�

WULJOLVHULGGHQ ]HQJLQ OLSRSURWHLQOHUOH LOLúNLOL

EXOXQPXúWXU� .�o�N ELU PLNWDU DSR%����DSR�D�

NRPSOHNVL LVH OLSLGGHQ ED÷ÕPVÕ] IRUPGD EXOXQPXúWXU

���� �ùHNLO ���   

/LSR�D�
QÕQ NOLQLN |QHPL�

/LSR�D� D\QÕ ]DPDQGD NROHVWHUROGHQ ]HQJLQ ELU

plazma lipoproteini olup prematur ateroskleroz için
ED÷ÕPVÕ] ELU ULVN IDNW|U�G�U� /LSR�D�
QÕQ SOD]PD

düzeyi, yüksek oranda genetik olarak
EHOLUOHQPHNWHGLU� øQIDQWODUGD G�ú�N RODQ SOD]PD

NRQVDQWUDV\RQX� DGXOW G�]H\LQH LNL \DúÕQGD \�NVHOLU

����� .DGÕQODUGDNL OLSR�D� NRQVDQWUDV\RQX� PHQDSR]X

L]OH\HQ G|QHPGH EHOLUJLQ RODUDN DUWDU YH \DúOÕ

ED\DQODUGD VHUXP NROHVWHURO GH÷HUOHUL\OH NRUHODV\RQ

göstermeyen önemli bir risk faktörü olabilir (17).

Miyokard enfarktüsü veya inmeden sonra,
OLSR�D�
QÕQ ELU DNXW ID] UHDNWDQÕ RODUDN KDUHNHW HWWL÷L

J|U�OPHNWH YH ROD\GDQ ELU D\ VRQUDVÕQD NDGDU GDKL

OLSR�D� G�]H\OHUL VDELW NDOPDNWDGÕU�������� 0DHGD YH

DUNDGDúODUÕ ���� \DSWÕNODUÕ ELU oDOÕúPDGD� OLSR�D�
QÕQ

LQIODPDV\RQGD URO R\QDGÕ÷ÕQÕ YH URPDWRLG DUWULW

SDWRJHQH]LQGH \HU DOGÕ÷ÕQÕ UDSRU HWPLúOHUGLU� %D]Õ

KDVWDOÕNODUOD VHUXP OLSR�D� G�]H\OHUL DUDVÕQGDNL

LOLúNLOHU DúD÷ÕGD |]HWOHQPLúWLU�

Lipo(a) CAD için bir risk faktörüdür:

+HDUQ YH DUNDGDúODUÕ���� &$' ú�SKHVL RODQ YH

GL\DJQRVWLN RODUDN NRURQHU DQML\RJUDIL \DSÕODQ ��

hastada serum lipidleri, lipoproteinleri, apoA1, apoB
YH OLSR�D� G�]H\OHULQL |OoW�OHU� %XQODUGDQ &$' WDQÕVÕ

NRQDQ �� KDVWDGD� RUWDODPD OLSR�D� G�]H\L� &$' WDQÕVÕ

konamayan 13 hastaya göre oldukça yüksek bulundu[
13 hastada ortalama lipo(a): 6,4 mg/dl; CAD'li 85
hastada: 16,9 mg/dl, P<0.009]. Bu yükseklik
LVWDWLVWLNVHO RODUDN DQODPOÕ\GÕ IDNDW &$' WDQÕVÕ NRQDQ

KDVWDODU LoLQGH� WXWXODQ GDPDU VD\ÕVÕ LOH OLSR�D�

G�]H\OHUL DUDVÕQGD DQODPOÕ ELU LOLúNL EXOXQPDGÕ�

+RII YH DUNDGDúODUÕ���� NRURQHU DUWHU ED\SDVÕ

ROGXNWDQ �������� \ÕO VRQUD� NDUGL\DN NDWHWHUL]DV\RQ

X\JXODQDQ ��� KDVWDGD \DSWÕNODUÕ SURVSHNWLI UHVWHQRVLV

oDOÕúPDODUÕQGD� RUWDODPD OLSR�D� G�]H\OHULQL VWHQR]OX

olanlarda, stenozsuz olanlara göre iki kat yüksek
EXOPXúODUGÕU� $QFDN GDPDUÕQ GDUOÕN GHUHFHVL\OH�

KDVWDQÕQ 0, |\N�V�� GL\DEHWHV PHOOLWXV� KLSHUWDQVL\RQ�

úLúPDQOÕN� VLJDUD LoPH� WRWDO NROHVWHURO YH WULJOLVHULG

PLNWDUODUÕQÕQ DQODPOÕ ELU LOLúNLVL EXOXQDPDPÕúWÕU� %X

oDOÕúPDGD DUDúWÕUÕFÕODU� \�NVHN OLSR�D� G�]H\OHULQLQ�

ED\SDV FHUUDKLGHQ VRQUD VDIHQ YHQ JUHIWL X\JXODQPÕú

KDVWDODUGD� VWHQR] �GDUOÕN� ULVNLQL DUWÕUGÕ÷ÕQÕ

ELOGLUPLúWLU�
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%DúND ELU SURVSHNWLI oDOÕúPDGD +HDUQ YH

DUNDGDúODUÕ����� 3HUNXWDQ WUDQVOXPLQDO NRURQHU

DQML\RSODVWL �37&$� \DSÕODQ KDVWDODUGDQ �� D\ VRQUD

lipidler, lipoproteinler, apoA1 apoB ve lipo(a)
G�]H\OHULQL |OoP�úOHUGLU� 2UWDODPD OLSR�D� G�]H\OHUL�

tekrar stenozu (restenoz) olan hastalarda, olmayanlara
J|UH |QHPOL GHUHFHGH \�NVHN EXOXQPXúWXU� %X

DUDúWÕUPDFÕODU� OLSR�D�
QÕQ \�NVHNOL÷L\OH UHVWHQR]XQ

GHUHFHVL DUDVÕQGD DQODPOÕ ELU LOLúNL ROGX÷XQX

bildirdiler [lipo(a) düzeyleri 18.8 mg/dl ve üzerinde
RODQ KDVWDODUÕQ ���
XQGD� ����
LQ DOWÕQGD RODQ

KDVWDODUÕQ LVH ���
LQGH UHVWDQR] EXOPXúODUGÕU

P:0.018]� 2
%ULHQ YH DUNDGDúODUÕ���� \DSWÕNODUÕ EHQ]HU

oDOÕúPDQÕQ VRQXQGD� OLSR�D� G�]H\L \�NVHNOL÷LQLQ

&$' ROXúXPX LoLQ ELU HUNHQ KDEHUFL ROGX÷XQX

J|VWHUPLúOHUGLU�

Lipo(a) düzeyi miyokard enfarktüsü (MI) için
bir risk faktörüdür:

.RVWQHU YH DUNDGDúODUÕ����� ����� \DúODUÕ DUDVÕQGD

RODQ YH DNXW 0, JHoLUHQ KDVWD ODUGD YH ��� NLúLOLN

NRQWURO JUXEXQGD� OLSR�D� G�]H\OHULQL NDUúÕODúWÕUGÕODU�

Lipo(a) düzeyleri 30 mg/dl'nin üzerinde olanlarda MI
riskinin 1.75 kat, 50 mg/dl'nin üzerinde olanlarda 2.3
NDW DUWWÕ÷ÕQÕ DoÕNODGÕODU� $UDúWÕUÕFÕODU \DSWÕNODUÕ

LVWDWLVWLNVHO DQDOL]OHUOH OLSR�D�
QÕQ GL÷HU ULVN

IDNW|UOHUL\OH �7&� 7*� +'/� NRUHODV\RQX ROPDGÕ÷ÕQÕ

tesbit ettiler ve bu nedenle 30 mg/dl'nin üzerindeki
OLSR�D� GH÷HUOHULQLQ 0, LoLQ ED÷ÕPVÕ] ELU ULVN IDNW|U�

ROGX÷XQX UDSRU HWWLOHU�

6DQGNDPS YH DUNDGDúODUÕ \DSWÕNODUÕ ELU oDOÕúPDGD�

0, JHoLUPLú YH \DúD\DQ� QLVEHWHQ JHQo KDVWDODUGD ���

\DúÕQ DOWÕQGD RODQODU� YH NDUÕúÕN \DúWDNLOHUGHQ ROXúDQ

NRQWURO JXUXEXQGD� OLSR�D� G�]H\OHUL |Oo�OG�� <DúÕ\DQ

0, OÕ KDVWDODUGD 7&� /'/� DSR% YH OLSR�D� G�]H\OHUL�

NRQWURO JXUXEXQD J|UH DQODPOÕ RODUDN \�NVHNWL YH EX

KDVWDODUGD \LQH NRQWURO JXUXEXQD J|UH GDKD G�ú�N

HDL, apoA1 ve apoA2 düzeyleri ölçüldü. Bu gurubun
\DSWÕ÷Õ LVWDWLVWLNVHO DQDOL]GH �� PJ�GO
QLQ �]HULQGHNL

OLSR�D� GH÷HUOHULQLQ 0, LoLQ ED÷ÕPVÕ] ELU ULVN IDNW|U�

ROGX÷X UDSRU HGLOGL�

Familyal hiperkolesterolemi(FH) ve Familyal
OLSRSURWHLQ ER]XNOX÷X RODQ KDVWDODUGD OLSR�D��

6HHG YH DUNDGDúODUÕ����� ��� KHWHUR]LJRW )+
OL

KDVWDQÕQ /LSR�D� G�]H\L� OLSR�D� IHQRWLSL LOH� EXQODUÕQ

&$'
OL YH &$'
VL] ROPD GXUXPODUÕ DUDVÕQGDNL LOLúNL\L

DUDúWÕUPÕúODUGÕU� )+
OÕ KDVWDODUÕQ &$'
OL RODQODUÕQÕQ

lipo(a) düzeyleri; FH'li fakat CAD'si olmayanlardan
DQODPOÕ GHUHFHGH \�NVHN EXOXQGX� %X oDOÕúPDGDNL

D\ÕUÕFÕ IRQNVL\RQ DQDOL] VRQXoODUÕ� )+
OÕ KDVWDODUGD

&$' ROXúXPX LoLQ OLSR�D� G�]H\OHULQLQ� OLSLG

G�]H\OHUL� GL÷HU OLSRSURWHLQ G�]H\OHUL� \Dú� VH[ YH

VLJDUD LoPH DOÕúNDQOÕ÷ÕQGDQ GDKD |QHPOL ELU ULVN

J|VWHUJHVL ROGX÷XQX RUWD\D NR\PXúWXU� $\UÕFD

DUDúWÕUÕFÕODU EX oDOÕúPDGD� IHQRWLSL 

OSV�

 RODQ N�o�N

KDFLPOL OLSR�D�
QÕQ� &$'
OL KDVWDODUGD \�NVHN RUDQGD

LNHQ IHQRWLSL 

OSV�

 RODQ E�\�N KDFLPOL OLSR�D�
QÕQ

&$'
VL] KDVWDODUGD \�NVHN RUDQGD ROGX÷XQX

ELOGLUGLOHU� %X DUDúWÕUÕFÕODU VRQXoWD KHWHUR]LJRW )+
OÕ

KDVWDODUGD \�NVHN OLSR�D� GH÷HUOHULQLQ� &$' ROXúXPX

LoLQ ED÷ÕPVÕ] ELU ULVN IDNW|U� ROGX÷X \RUXPXQX

\DSPÕúODUGÕU�

*HQHVW YH DUNDGDúODUÕ����� DQML\RJUDIL\OH

GHVWHNOHQPLú &$' WDQÕVÕ RODQ� ��� EH\D] KDVWDGD YH

��� NLúLOLN NRQWURO KDVWDVÕQGD OLSR�D� G�]H\OHULQL WDNLS

HGHUHN� NRQWURO JXUXEXQD J|UH DQODPOÕ RODUDN \�NVHN

buldular.(19±21; 13±21 mg/dl, P<0.001)(25). Yine
*HQHVW YH DUNDGDúODUÕ� IDPLO\DO OLSRSURWHLQ

KDVWDOÕNODUÕ LOH &$' DUDVÕQGDNL LOLúNL\OH ELUOLNWH�

OLSR�D�
\Õ YH OLSR �D�
QÕQ JHQHWLN \|Q�Q�

LQFHOHPLúOHUGLU� %X DUDúWÕUPDQÕQ VRQXoODUÕ úX úHNLOGH

UDSRU HGLOPLúWLU�

1- Lipo(a) düzeyleri, önemli oranda genetik olarak
belirlenir.

��/LSR�D� G�]H\OHUL � NDOÕWVDO YH\D GL÷HU QHGHQOHUOH

meydana gelen prematür(erken) CAD'li hastalarda
yüksektir.

��/LSR�D� G�]H\OHUL� GL÷HU ULVN IDNW|UOHULQGHQ YH

GL÷HU OLSRSURWHLQOHUGHQ ED÷ÕPVÕ]GÕU�

*HQHVW YH DUNDGDúODUÕ EX oDOÕúPDGD� IDPLO\DO

OLSRSURWHLQ ER]XNOX÷X RODQ KDVWDODUÕQ \DUÕVÕQGDQ

ID]ODVÕQGD� SUHPDW�U &$' WDQÕVÕ\OD NDUúÕODúPÕúODUGÕU�

*HQHO DQRUPDOOLNOHU LVH� OLSR�D� \�NVHNOL÷L�

hipertrigliseridemi ile beraber
KLSRDOIDOLSRSURWHLQHPL�G�ú�N +'/� YH NRPELQH

hiperlipidemi ile beraber hipoalfalipoproteinemidir.

%X JXUXS VRQ oDOÕúPDODUÕQGDQ ELULQGH� ��� &$'
OL

beyaz erkek hasta üzerinde, uygun kontrol gurubu
ROXúWXUDUDN� &$' LoLQ ULVN IDNW|UOHULQL LQFHOHPLú YH

D]DODQ |QHP VÕUDVÕQD J|UH� 6LJDUDLoPH� KLSHUWDQVL\RQ�

D]DOPÕú DSR$�� DUWPÕú DSR%� DUWPÕú OLSR�D� YH GL\DEHW

úHNOLQGH ELU VÕUDODPD \DSPÕúODUGÕU�����
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Lipo(a), inme için bir risk faktörüdür.

.ROWULQJHU YH -XUJHQV����� VWURN VRQXFX D÷UÕ oHNHQ

��� KDVWDQÕQ NDURWLV DUWHULQGHQ OLSR�D� G�]H\OHULQL

|OoW�OHU� %X oDOÕúPDGD OLSR�D� G�]H\OHUL� G�]J�Q \DGD

�OVHUH DWHURVNOHURWLN SODNOÕ OH]\RQX RODQ KDVWDODUGD�

QRUPDO NRQWURO KDVWDODUÕQD J|UH DQODPOÕ RODUDN \�NVHN

EXOXQGX �G�]J�Q SODNOÕ�����±14.4, N:42; ülsere
SODNOÕ�����±29.0, N:37; normal kontrol:4.0±5.3 mg/dl,
N:21 ve P<������� $UDúWÕUÕFÕODU� D\QÕ KDVWD JXUXEXQXQ
����� \DúODUÕ DUDVÕQGDNL� �� NLúLOLN �OVHUH YH\D G�]

SODNOÕ DWHURVNOHURWLN OH]\RQX RODQ DOW JXUXEX\OD�

OH]\RQVX] RODQODUÕQ OLSR�D� G�]H\OHULQL NDUúÕODúWÕUGÕODU�

Ortalama lipo(a) düzeyleri lezyonu olanlarda  önemli
derecede yüksek bulundu.

<LQH -XUJHQV YH .ROWULQJHU��� ELU EDúND

oDOÕúPDODUÕQGD� ,&9'�øVNHPLN VHUHEURYDVN�OHU

KDVWDOÕN� JHoLUHUHN D÷UÕ oHNHQ �� KDVWD\OD� VD÷OÕNOÕ YH

����� \DúODUÕ DUDVÕQGDNL �� NLúLOLN QRUPDO NRQWURO

JXUXEXQX� OLSR�D� \|Q�QGHQ NDUúÕODúWÕUGÕODU� /LSR�D�

düzeylerini ICVD'li hastalarda, kontrol gurubuna göre
DQODPOÕ RODUDN \�NVHN EXOGXODU�

dLQ
 GH \DSÕODQ ELU oDOÕúPDGD :RR YH

DUNDGDúODUÕ����� VWURN JHoLUHQ KDVWDODUÕQ YH EX

KDVWDODUD VH[ YH \Dú DoÕVÕQGDQ X\JXQ ROXúWXUXODQ

kontrol gurubunun, lipo(a) düzeylerini ölçtüler.
dDOÕúPDGD GD RUWDODPD OLSR�D� G�]H\OHUL� VWURN JHoLUHQ

hastalarda kontrol gurubuna göre önemli ölçüde
yüksek bulundu( 43.8± 2.9;  25.5±1.9 mg/dl,
p<������� <DSÕODQ oRN\|QO� ORMLVWLN UHJUHV\RQ

analizleri sonucunda strok için,    hipertansiyonun,
\�NVHN OLSR�D� G�]H\OHULQLQ YH G�ú�N DSR$�

NRQVDQWUDV\RQODUÕQÕQ ED÷ÕPVÕ] ULVN IDNW|UOHUL ROGX÷X

UDSRU HGLOGL� dLQGHNL EX oDOÕúPDQÕQ VRQXFXQD J|UH

���� PJ�GO \H HúLW \DGD GDKD \�NVHN OLSR�D� GH÷HUOHUL

VWURN ULVNLQL � � � NH] DUWÕUPDNWDGÕU�

Diyabetli hastalarda lipo(a) düzeyleri:

6RQ oDOÕúPDODUGD LQV�OLQ ED÷ÕPOÕ GL\DEHWL �,''0�

YH\D LQV�OLQGHQ ED÷ÕPVÕ] GL\DEHWL �1,''0� RODQ

KDVWDODUGD� OLSR�D� G�]H\OHULQLQ DWHURVNOHUR]D NDWNÕVÕ

LQFHOHQGL� /HYLWVN\ YH DUNDGDúODUÕ����� ,''0¶VL RODQ

EH\D] oRFXNODUGD +E$�F LOH OLSR�D� G�]H\OHUL DUDVÕQGD

SR]LWLI ELU NRUHODV\RQ ROGX÷XQX IDNDW EXQXQ ,''0¶OL

VL\DK oRFXNODUGD J|U�OPHGL÷LQL UDSRU HWWLOHU�

%UXFNHUW YH DUNDGDúODUÕ����� �� ,''0
OL KDVWDGD�

kan glukoz düzeylerini  regüle etmeden önce ve regüle
ettikten sonra lipo(a) düzeylerini ölçtüler. Bu

KDVWDODUÕQ EDúODQJÕoWDNL �UHJ�ODV\RQVX]� OLSR�D�

G�]H\OHUL� GL\DEHWL ROPD\DQ NRQWURO KDVWDODUÕQD J|UH

DQODPOÕ RODUDN \�NVHN EXOXQGX ���±6.3;
20.6±4.9mg/dl). Kan glukoz düzeyleri regüle
edildikten 21 gün sonra ikinci kez lipo(a) düzeyleri
ölçüldü ve kan glukozu ile glukolize Hb düzeyleriinin
� GH D]DOPDVÕ\OD� OLSR�D� G�]H\LQLQ � GH D]DOPDVÕ

DUDVÕQGD |QHPOL ELU NRUHODV\RQ ROGX÷X J|]OHQGL

(r=0.877; P<0.01 ve r=0.717; P<0.02 ).

+DIIQHU YH DUNDGDúODUÕ GD���� \XNDUGDNLQH EHQ]HU

ELU oDOÕúPDGD �� ,''0
OL KDVWDGD OLSR�D� G�]H\OHULQL�

GL\DEHWL ROPD\DQ NRQWURO KDVWDODUÕQD J|UH DQODPOÕ

RODUDN \�NVHN EXOPXúODUGÕU� %X DUDúWÕUÕFÕODU� JOXNR]

UHJ�ODV\RQXQGDQ �� J�Q VRQUD WHNUDU D\QÕ KDVWDODUÕQ

OLSR�D�
VÕQÕ |OoP�úOHU YH EDúODQJÕoWDNL GH÷HUOHUH J|UH

|QHPOL RUDQGD G�ú�ú UDSRU HWPLúOHUGLU

�EDúODQJÕoWD ����±8.0 iken, regülasyondan 21 gün
sonra=21.1±6.0  P=0.022).

<LQH +DIIQHU YH DUNDGDúODUÕ���� \DSWÕNODUÕ GL÷HU

ELU oDOÕúPPDGD� 1,''0
OL KDVWDODUGD JOLVHPLQLQ

NRQWURO DOWÕQD DOÕQPDVÕQÕQ �UHJ�ODV\RQ�� OLSR�D�

G�]H\OHULQL LVWDWLVWLNVHO RODUDN DQODPOÕ GHUHFHGH

HWNLOHPHGL÷LQL UDSRU HWPLúOHUGLU� %X JXUXS �� ,''0
OL

YH �� 1,''0
OL KDVWD �]HULQGH oDOÕúPÕúWÕU�

$UDúWÕUPDFÕODU� ,''0
OL KDVWDODUÕQ \�NVHOPLú NDQ

glukoz düzeyleri iyi kontrol edilirse,  lipo(a)
G�]H\OHULQLQ DQODPOÕ RUDQGD G�úHFH÷LQL YH D\QÕ

úHNLOGH DWHURVNOHUR] LoLQ ULVN ROXúXPXQXQ D]DODFD÷ÕQÕ

ELOGLUPLLúOHUGLU�

5HQDO KDVWDOÕNODUGD OLSR�D� G�]H\OHUL�

7DNHJRVKL YH DUNDGDúODUÕ����� GL\DEHWLN QHIURSDWLVL

olan proteinürili ve proteinürisiz 55 hasta ile kontrol
JXUXSODUÕQGD OLSR�D� G�]H\OHULQL |OoW�OHU�%X oDOÕúPDGD

diyabetik nefropatisi olan hastalarda, kontrol
JXUXEXQD J|UH DQODPOÕ ELU OLSR�D� \�NVHNOL÷L EXOXQGX�

dDOÕúPDQÕQ LOJLQo ELU VRQXFX LVH SURWHLQ�UL DUWWÕNoD�

VHUXP OLSR�D� G�]H\OHULQLQ DUWPDVÕ YH HQ \�NVHN

OLSR�D� G�]H\OHULQLQ� NURQLN E|EUHN \HWPH]OL÷L RODQ

KDVWDODUGD J|U�OPHVL\GL� -HQNLQV YH DUNDGDúODUÕ�����

QRUPDO �ULQHU DOE�PLQ DWÕOÕPÕ RODQ KDVWDODUOD� ,''0
OL

KDVWDODUÕQ RUWDODPD OLSR�D� G�]H\OHULQL NDUúÕODúWÕUPÕú

YH ,''0
OL KDVWDODUGD DQODPOÕ OLSR�D� \�NVHNOL÷L

UDSRU HWPLúOHUGLU� $\UÕFD ,''0
OL YH UHWLQRSDWL

JHOLúPLú KDVWDODUÕQ� UHWLQRSDWL JHOLúPHPLú ,''0
OL

hastalara göre ortalama lipo(a) düzeylerinin de
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DQODPOÕ RODUDN \�NVHN ROGX÷X J|U�OP�úW�U�����PJ�GO�

N=28 ; 10.2mg/dl, N=79  P=0.001).

:LQRFRXU YH DUNDGDúODUÕ����� ,''0
OL KDVWDODUÕ�

proteinürili,  proteinürisiz,  proliferatif retinopatili ve
SUROLIHUDWLI UHWLQRSDWLVL] RODUDN JXUXSODUD D\ÕUDUDN

OLSR�D� G�]H\OHULQL |OoP�úOHUGLU� %X DUDúWÕUÕFÕODU GD�

�ULQHU SURWHLQ HNVNUHV\RQX DUWPÕú KDVWDODUÕQ� OLSR�D�

G�]H\OHULQLQ DQODPOÕ RODUDN DUWPÕú ROGX÷XQX

J|]OHPOHGLOHU� øODYH RODUDN SURWHLQ�ULOL KDVWDODUÕQ

|QHPOL ELU NÕVPÕQGD OLSR�D� G�]H\OHULQLQ� �� PJ�GO


QLQ �]HULQGH ROGX÷XQX ELOGLUPLúOHUGLU� $UDúWÕUPDFÕODU�

-HQNLQV YH DUNDGDúODUÕQÕQ DNVLQH ,''0
OL KDVWDODUGD�

UHWLQRSDWLOL YH UHUHWLQRSDWLVL] JXUXSODU DUDVÕQGD OLSR�D�

G�]H\OHUL DoÕVÕQGDQ DQODPOÕ ELU IDUNOÕOÕN

EXODPDPÕúODUGÕU����

<LQH 7DNHJRVKL YH DUNDGDúODUÕ���� GL\DEHWLN

olmayan nefrotik sendromlu hastalarda, prednisolon
tedavisinden önce ve sonra lipo(a) düzeylerini
ölçtüler. Hastalarda; tedaviden önceki lipo(a)
GH÷HUOHUL� QRUPDO NRQWURO KDVWDODUÕQGDQ |QHPOL |Oo�GH

yüksek bulundu. Prednisolon tedavisinden bir süre
VRQUD KDVWDODUÕQ OLSR�D� G�]H\OHUL WHNUDU |Oo�OG��

|QFHNL |Oo�POHUH J|UH RUWDODPD OLSR�D� GH÷HUOHULQGH

� ��
 \H YDUDQ D]DOPD J|U�OPHVLQH UD÷PHQ� EHONLGH

DUDúWÕUPDGD NXOODQÕODQ KDVWD VD\ÕVÕQÕQ D] ROPDVÕ

QHGHQL\OH EX IDUNOÕOÕN LVWDWLVWLNVHO RODUDN DQODPOÕ

EXOXQPDPÕúWÕU� ���±26 , 42±14 mg/dl  N=8).

7KRPDV YH DUNDGDúODUÕ����� �� JORPHU�OHU� ��

QRQJORPHU�OHU SDWRORMLVL RODQ E|EUHN KDVWDODUÕQGD

lipo(a) düzeylerini ölçtüler. Proteinüri her iki gurupta
da mevcuttu. Glomerüler patolojisi olanlarda ortalama
lipo(a) düzeyi, glomerüler patolojisi olmayanlardan
\�NVHN ROPDVÕQD UD÷PHQ EX IDUNOÕOÕN LVWDWLVWLNVHO

RODUDN DQODPOÕ GH÷LOGL� %XQD NDUúÕQ JORPHU�OHU

SDWRORMLVL RODQODUÕQ RUWDODPD OLSR�D� G�]H\L� NRQWURO

JXUXEX RUWDODPDVÕQGDQ DQODPOÕ RODUDN \�NVHNWL�

RUWDODPD OLSR�D� GH÷HUOHUL� JORPHU�OHU

patolojilihastalar için 23.0, nonglomerüler patolojili
gurup için 18.2 ve kontrol gurubu için 11.7 mg/dl
EXOXQPXúWXU �3 ������

%X oDOÕúPDODUÕQ VRQXoODUÕQD J|UH� UHQDO

KDVWDOÕNODUGD LVWHU GL\DEHWLN LVWHUVH QRQGL\DEHWLN

ROVXQ� SURWHLQ�UL LOH GR÷UX RUDQWÕOÕ RODUDN DUWDQ OLSR�D�

düzeyleri, ateroskleroz ve CAD için bir risk faktörü
ROGX÷XQD J|UH� UHQDO GDPDUODU LoLQ GL\DEHWWHQ

ED÷ÕPVÕ] YH RQD LODYH ELU ULVN IDNW|U� RODELOLU�

Renal replasman tedavisi alanlarda lipo(a)
düzeyleri:

6RQ oDOÕúPDODUGD� oHúLWOL úHNLOOHUGH UHQDO UHSODVPDQ

tedavisi alan hastalarda (Hemodiyaliz, sürekli periton
diyalizi, renal transplantasyon), lipo(a) düzeyleri
oDOÕúÕOPÕúWÕU� %X oDOÕúPDODUÕQ oR÷XQGD OLSR�D�

G�]H\OHUL� NRQWURO JXUXSODUÕQD J|UH DQODPOÕ GHUHFHGH

\�NVHN EXOXQPXúWXU�

øULVK YH DUNDGDúODUÕ����� NURQLN E|EUHN KDVWDOÕ÷Õ

�.%+� RODQODUGD \DSWÕNODUÕ ELU oDOÕúPDGD� V�UHNOL

SHULWRQ GL\DOL]L RODQ KDVWDODUÕQ OLSR�D� G�]H\OHULQL�

NRQWURO JXUXSODUÕQD J|UH \�NVHN YH LVWDWLVWLNVHO RODUDN

DQODPOÕ ROGX÷XQX UDSRU HWPLúOHUGLU� dDOÕúPDGD�

hemodiyaliz uygulanan veya renal transplantasyon
\DSÕODQ KDVWDODUÕQ OLSR�D� G�]H\OHUL NRQWURO JXUXEXQD

J|UH \LQH \�NVHN VH\UHWPHVLQH UD÷PHQ EX \�NVHNOLN

LVWDWLVWLNVHO RODUDN DQODPOÕ EXOXQPDPÕúWÕU�

Black ve Wilcken(38), son devre böbrek
\HWPH]OL÷LQGH RODQ �� KDVWDGD� E||EUHN

transplantasyonundan önce ve sonra lipo(a)
düzeylerini ölçtüler.Transplantasyondan önce,
RUWDODPD OLSR�D� GH÷HUL� ���� PJ�GO LNHQ�

WUDQVSODQWDV\RQGDQ ELU KDIWD VRQUD� ���� PJ�GO \H� DOWÕ

D\ VRQUD LVH� ���� PJ�GO \H G�úP�úW�� 7UDQVSODQWDV\RQ

|QFHVL YH VRQUDVÕ EX IDUNOÕOÕN LVWDWLVWLNVHO RODUDN

DQODPOÕ\GÕ� %X KDVWDODUÕQ OLSR�D� G�]H\OHULQGHNL

D]DOPDODU� NUHDWLQLQ NOLUHQVLQLQ DUWPDVÕ\OD QHJDWLI

korrelasyon gösteriyordu (r=-0.48, P<0.001). Bu
oDOÕúPDQÕQ LOJLQo ELU EXOJXVX LVH� WUDQVSODQWDV\RQGDQ

VRQUD QHIURWLN VHQGURP JHOLúHQ ELU KDVWDGD�

transplantasyon öncesi 69.3 mg/dl olan lipo(a)
G�]H\LQLQ EHú D\ VRQUD ����� PJ�GO \H \�NVHOPHVL YH

artan proteinüriyle korele seyretmesiydi.

7LURLG IRQNVL\RQ ER]XNOXNODUÕQGD OLSR�D�

NRQVDQWUDV\RQODUÕ�

Engler ve Riesen(39), 62 aktif tiroid disfonksiyonu
olan hastada (30 hipertiroidili, 32 hipotiroidili); tiroid
IRQNVL\RQODUÕ QRUPDOOHúWLULOPHGHQ |QFH YH VRQUD

OLSR�D� G�]H\OHULQL |OoW�OHU� +LSHUWLURLGLOL KDVWDODUÕQ

WHGDYLVLQGHQ �IRQNVL\RQODU QRUPDOOHúWLULOGLNWHQ� VRQUD�

2UWDODPD OLSR�D� NRQVDQWUDV\RQX ��� DUWWÕ÷ÕQÕ WHVELW

ettiler (7.3 mg/dl den 10.2 mg/dl'ye, P<0.002).
+LSRWLURLGLOL KDVWDODUGD LVH D\QÕ úHNLOGH \DSÕODQ

ölçümlerde, Lipo(a) konsantrasyonunda %17 azalma
J|U�OP�úW�U �����PJ�GO GHQ ���� PJ�GO
\H� 3<0.002).
$\UÕFD KLSHUWLURLGL UHJ�ODV\RQXQGDQ VRQUDNL /'/�
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ùHNLO �� /LSR�D�
QÕQ WURPERWLN YH DWHURMHQLN HWNLVL

C(LDL kolesterol) ve apoB ölçümleri, tedavi
|QFHVLQGHQ DQODPOÕ GHUHFHGH G�ú�N EXOXQPXúWXU�

.ODXVHQ YH DUNDGDúODUÕ����� KLSRWLURLGLOL KDVWDODU
�]HULQGH \DSWÕNODUÕ oDOÕúPDGD IDUNOÕ VRQXoODU HOGH
HWPLúOHUGLU� %X DUDúWÕUÕFÕODU� WHGDYLGHQ VRQUD /'/ GH
DQODPOÕ ELU D]DOPD YDUOÕ÷ÕQÕ UDSRU HWPHOHULQH UD÷PHQ
OLSR�D� LoLQ D\QÕ VRQXFX WHVELW HGHPHGLNOHULQL
ELOGLUPLúOHUGLU� )DNDW EX VRQXoODU DUDúWÕUPDGDNL KDVWD
VD\ÕVÕQÕQ D] ROPDVÕQGDQ ND\QDNODQPÕú RODELOLU �1 ����

.XQJ YH DUNDGDúODUÕ����� KLSHUWLURLGLOL YH 5$ø
�5DG\RDNWLI L\RW� WHGDYLVL DODQ KDVWDODUGD \DSWÕNODUÕ
ELU oDOÕúPDGD� WHGDYLGHQ |QFH YH VRQUD OLSR�D�
NRQVDQWUDV\RQODUÕQÕ |OoW�OHU� +DVWDODU |WLURLG KDOH
geldikten sonra tedaviye devam edilerek, birer ay
DUDOÕNODUOD OLSR�D� |Oo�POHUL \DSÕOGÕ� /LSR�D�
NRQVDQWUDV\RQODUÕ� KHU D\ ELU |QFHNLQGHQ GDKD
\�NVHNWL YH EX \�NVHOPHOHU DQODPOÕ\GÕ� <XNDUÕGDNL
oDOÕúPDODUGDQ J|U�OPHNWHGLUNL� WLURLG KRUPRQODUÕQÕQ
OLSR�D� �]HULQH HWNLVLQLQ WDP RODUDN DoÕNODQDELOPHVL
LoLQ GDKD VSHVLILN DUDúWÕUPDODUD LKWL\Do YDUGÕU�

/LSR�D�
QÕQ WURPERWLN YH DWHURMHQLN

aktivitesi:

/LSR�D�
QÕQ \DSÕVÕ SOD]PLQRMHQH oRN
EHQ]HPHNWHGLU �ùHNLO ��� $SR�D� JHQL� SOD]PLQRMHQ
JHQL\OH ELWLúLN ELU \HUOHúLP J|VWHUPHNWHGLU�

Lipo(a), trombotik ve aterojenik aktiviteyi
DUWÕUPDNWDGÕU� <DSÕODQ VRQ oDOÕúPDODU OLSR�D�¶QÕQ
ILEULQH ED÷ODQPDN LoLQ SOD]PLQRMHQ LOH \DUÕúWÕ÷ÕQÕ
�NRPSHWLWLI� YH ILEULQROL]LVL LQKLEH HWWL÷LQL RUWD\D
NR\PXúWXU� %XQD LODYH RODUDN� OLSR�D�
QÕQ
apoproteinleri olan apo(a) ve apoB-100, arter ve ven
JUHIWOHULQGH DWHURPDW|] SODN ROXúXPXQX
DUWÕUPDNWDGÕU��������

/RVFDO]R����� OLSR�D�
QÕQ EX LNL DNWLYLWHVLQL�
KLSRWHWLN RODUDN úHPDWL]H HWPLúWLU ���� �ùHNLO����
ùHNOLQ �VW NÕVPÕQGD WURPERWLN NRPSHQHQW
FDQODQGÕUÕOÕUNHQ DOW NÕVÕPGD DWHURMHQLN NRPSRQHQW
VXQXOPXúWXU� hVW NÕVÕPGD� DWHURP SODN U�SW�U�QGHQ
sonra, doku tipi plazminojen aktivatörünün, plazmini
DNWLIOHúWLUPHVL GXUXPX YH OLSR�D�
QÕQ SOD]PLQ
DNWLYDV\RQXQX HQJHOOHPHVL\OH ROXúDQ DNXW WURPERWLN
olay görülmektedir. Lipo(a); apoB den zengin bir
ROXúXP JLEL� NROHVWHURO� PRQRVLW�PDNURIDM YH G�] NDV
K�FUHOHULQH WDúÕ\ÕFÕ URO R\QDPDNWDGÕU�IRDP FHOO
IRUPDV\RQX ROXúXPX�� %X GXUXP DWHURJHQH]LVL
X\DUPDNWDGÕU�

.DUDFL÷HU VLUR]X YH DNFL÷HU NDQVHUL\OH LOJLOL

ELU oDOÕúPD�

9DQ:HUVFK����� \DSWÕ÷Õ ELU oDOÕúPDGD� .& VLUR]OX

�� KDVWDGD� $& NDQVHUOL �� KDVWDGD YH VD÷OÕNOÕ ��

NLúLOLN NRQWURO JXUXEXQGD� OLSR�D� G�]H\OHULQL LQFHOHGL�

+HU LNL KDVWD JXUXEX LOH NRQWURO JXUXEX DUDVÕQGD�

PHG\DQ OLSR�D� GH÷HUOHUL DoÕVÕQGDQ DQODPOÕ IDUNOÕOÕNODU

YDUGÕ� [� .& VLUR]XQGD DQODPOÕ G�úPH� ���PJ�GO �

kontrol: 4.3mg/dl; P= 0.02) ve (AC kanserinde
DQODPOÕ \�NVHOPH� ����PJ�GO� NRQWURO� ���PJ�GO � 3�

0.0001)]� $UDúWÕUPDFÕ� .& VLUR]XQGDNL EX DQODPOÕ

G�úPHGH� SDUDQNLP \HWPH]OL÷LQGHQ ND\QDNODQDQ ELU

�UHWLP \HWPH]OL÷LQLQ URO� RODELOHFH÷L \RUXPXQX

\DSPÕúWÕU�

%D]Õ KDVWDOÕNODUGDNL RUWDODPD /LSR�D�

düzeyleriyle ilgili özet:

/LSR�D�
QÕQ SOD]PD G�]H\OHUL �� ��� PJ�GO

DUDVÕQGDGÕU����� 2UWDODPD OLSR�D� G�]H\L LOH LOJLOL

NHVLQ ELU GH÷HU YHUPHN ]RUGXU� <DSÕODQ oRN VD\ÕGD

DUDúWÕUPD� QRUPDO NRQWURO JXUXSODUÕQGD RUWDODPD

OLSR�D� G�]H\OHULQLQ� D÷ÕUOÕNOÕ RODUDN ���� PJ�GO

DUDVÕQGD ROGX÷XQX J|VWHUPLLúWLU� 7DEOR��GH�

GHUOHPHPL]GH LQFHOHGL÷LPL] NOLQLN GXUXPODUÕQ

RUWDODPD OLSR�D� GH÷HUOHUL UHIHUDQVODUÕ LOH ELUOLNWH

YHULOPLúWLU� %X UHIHUDQVODUGDNL GH÷HUOHU YH GL÷HU

EHQ]HUL oDOÕúPDODU� OLSR�D�
QÕQ �����PJ�GO DUDVÕQGDNL

YH GDKD \�NVHN GH÷HUOHULQLQ HQ D]ÕQGDQ� LQFHOHQHQ EX
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Tablo 1. %D]Õ NOLQLN GXUXPODU YH KDVWDODUÕQ RUWDODPD

lipo(a) düzeyleri

Klinik durum                           Ort.Lp(a): mg/dl Kaynak

MI 30 23

MI 20 13

øQPH 20 12

øQPH 20 16

øQPH 40 27

CAD (Ven greftli) 32   7

CAD (F.Hiperkolesterolemi) 18 24

Diyabetes mellitus 20 29

Diyabetes mellitus 20 31

Diyabetik nefropati 30 32

Diyabetik nefropati 30 34

KBH 40 37

KDVWDOÕNODUÕQ ROXúXP ULVNLQL DUWÕUDELOHFH÷LQL RUWD\D

NR\PDNWDGÕU�
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