CN 43-1262 /R FE kgL 44 E 200945 1755 103 851

[XEBHS ] 1007-3949( 2009) 17-10-0851-04 GRS -

15 Ae i MM R A i IR 25 5 s H 5
ek L9 e L S 6 TR 3R A SR 1

&8 ZER, BKE, TE, ERK, TRE'
(L ¥yHRFRBE_ERoE AA, Ad KT 41001, 2 KV T EWER A —4, #Ad4KPT 410006)

[R$iE ] Bom BhabRRBRERE5E;, w#F;, ARBE

[ ZE] BHW HRaFEVaREEGRELZOKFERZCRAL AR FZH M A, it L3200
B EREREGTMNNEL. HiE ZRERDKETRR 3405 E5E AREhE LKA CensnilRp £ TR
KRB ERE, BBRLB AR EN T TR @R EBRESEART. &R oF B maARBTRE s
FOKFEZZREA[18 6(13 8~ 24 0)Hg/L]1ZH FAERLCHKA[16 4(13 5~ 20 4)Ug/, P<Q 05S]RE L HBE
#8[17 5(13 5~ 2Q 3)Hg/l, P< Q 05]; %M [20 0(16 9~ 23 9) Ug/L1MA & F B H [ 15 4(12 5~ 20 3) Ug/L P
=0 000); BB CHmuE TR MR REHFRESE QKT 18 3(13 2~ 22 8) Hg/L1&RIEZ ma [ 16 4( 13
5~20 H)PBg/L1H &, BEFALTEEL(P=0088). *MBECHRALFRmMBREHHRELSEO[22 8
(18 6~ 25 7)Ug/L1AE & FERSHA[ 18 1(13 6~ 21 8) Ug/LP< O Ol]. 5 mB R BRELE Y
5 GensnifRp 2 E48% (BB r=Q 103 P<Q 05 %1 r= Q0 405 P< Q 01), % T )2 5 K I o i A5 By tm foL R
REHRRAELE A E LM GensnifRP A MR LA KM (P=Q 018), FE MR BRELSEO S5 d =8 (r=
Q187 P< Q 01)ZMe#E (r=0115P<0Q 01).FH CRREE (r=0 135P<Q 05)F s hF Ak EHE LN
BEMKX, EHEEBREAORERE (r=-0168 P< 0 ODAERKBEE Al(r=-0126 P<Q 05)ZHAL A%,
it wFRH@ERERAESEOTRRAIFAMARE KR E R ELEGH AHR R LERZSHEY
T B E, THRMERHRATERBA - YR,

[FEFES] R5 [XHFRIRTE ] A

A ssociation of Serum Adipocyte Fatty Acid Binding Proteins with Coronary A rtery

Disease and Its Risk Factors
JIN Jing"?, PENG DaoQuan', ZHAO ShuiPig, NING XiaoHui, LISong-Li', and WANG ShuHui
( L Depariment of Cardiology, Second X iangyaH opital Central South Unwersity, Changsha 410011 2 The Forih H opiial of Changsha,
Changsha 410006 China)
[KEY WORDS] Cownary Artery D iseasg A dipocyte Fatty A cid Binding Proteis Serim; R isk Factor
[ABSTRACT] Aim Tomeasure the seim adipocyte fatty acid binding protein (A-FABP) levels in patients w ith
and w ithout coronary artery disease (CAD), trying to mvestigate the relationship betw een A-FABP and severity of coronary
stenosis risk factors of CAD. M ethods The study cohort mcluded 340 sub jects who undew ent coronary angiography:
The severily of coronary arlery stenosis was assessed by the numbers of involved coronary artery branches and the sum of
the Gensiniscores  Serum A-FABP levels were detem ined by enzyme-linked mmuneosotbent assays Results The
levels of serum A -FABP were significantly higher n patients w ith three vessel lesions ( 18 6( 13 8~ 24 0) Hg/L) than
those w ith single vessel lesion (17 5(13 5~ 2Q 3) Hg/L, P< Q 05) and those w ith non-lesions (16 4( 13 5~ 2Q 4)
Bg/l, P< Q 05). CAD patients tend to have higher A-FABP levels (18 3( 13 2~ 22 8) Hg/L) than non-CAD sub-
jects (16 4( 13 5~ 20 4) Pg/L), but the difference did not reach statistical significance (P = Q 088). W anen had
higher serun A-FABP level thanmen (2Q 0( 16 9~ 23 9) vs 15 4( 12 5~ 20 3) Hg/I, P< Q 05) and the difference in
A-FABP were statistically significant betw een CAD patients and controls in females(22 8( 18 6~ 25 7) Hg/L vs 18 1( 13
6~ 21. 8) Hg/L). Semm A-FABP levels were positively correlated w ith Gensini scores in both men (r=Q 105 P <
Q 05) andwamen (r= Q 405 P< Q 01). Multiple linear regression analysis showed that serum A-FABP levelwas inde-
pendently associated w ith Gensiniscores mwanen (P = Q 018), butnot nman A-FABP positively associated w ith tri
glyceride (TG) (r=Q 187 P< Q 01), fasting blood-glucose (FBG) (r=Q 115 P< Q 01) and high sensitivity C-reac-
tion protein (hs-CRP) (r=Q 135 P< Q 05), and inversely with high density lipoprotein cholesterol (HDLC) (r=
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- Q 168 P< Q 01) and apolipoprotem(ApoAl) (r= - Q 126 P < Q 05).

Conclusion Semm A-FABP levels

could reflect the extent of coronary artery atherosclerosis and it is associated with CAD more closely n fanales than m
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