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[ E)B®. BT R B R AR R 45 A 2 1 (epidermal fatty acid binding protein, E-FABP) 55 ig 2 & BB (fatty acid syn—
thase , FASN) 2E K- 5 A& ST kK AERE AL (atherosclerosis , AS) MAH GGG RN R L F7ik . %F 178 Bl R E 1T sh Ik ke A
JEI0 2 JBEBH Jok A B v 22 JEL B (intimal medial thickness , IMT)  FRAEBESIIK IMT 432 AS 2H (128 f5i1) Fxs BRZH (50 f5i]) , ) =3
M3 E-FABP FASN LA, 0 5% AS SRR R, R SXTIRALE, K AS BE MK E-FABP 5FASN &
FIK 3 88 (P<0.05) , 1L E-FABP 5 FASN 7K -5 1F A 56 (P<0.05) , 113 E-FABP 7KF5 4E#E (K5 %0 (body mass index,
BMI)  H il = § (triglyceride, TG) JEEEZ .C W 8 11 (C reactive protein, CRP) IMT % 1FAH 56 (P<0.05), Ifi.3¢ FASN /KK 5 4F
% BMI, "}fﬂﬁml*%(fasting blood—glucose , FPG) AR S Z TR S (homeostasis model assessment—insulin resistance index,
HOMA-IR) TG JEEEZ .CRP IMT S 1EAHE(P<0.05), Il E-FABP FASN 57 %8 BE G 25 11— JIH [ s 4 7 RH 5% (P<0.05) ; Logistic
S 43Hr I . A%, FASN, E-FABP, HOMA-IR,CRP, TG J2&/B AS (UG IH &K (P<0.05), 45it . it AS 5l E-FABP FASN /K
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[ Abstract)Objective : To investigate the relationship of plasma protein levels of epidermal fatty acid binding protein (E-FABP) and
fatty acid synthase (FASN) with risk factors of human femoral atherosclerosis. Methods ; One hundred and seventy—eight patients were
detected by color Doppler with intimal-media thickness (IMT) measurement. Then, patients were divided into femoral atherosclerosis
group(n=128) and control group(n=50) according to IMT. Fasting protein levels of E-FABP and FASN in plasma were detected and
their relationship with femoral atherosclerotic risk factors was measured. Results ; Plasma protein levels of E-FABP and FASN in
atherosclerotic group were increased compared with those in control group(P<0.05). Correlation analysis showed that there was a pos—
itive correlation between plasma levels of E-FABP and FASN(P<0.05). E-FABP level was correlated positively with age,body mass
index (BMI) , triglyceride (TG ) ,adiponection, C reactive protein (CRP) and IMT (P<0.05). FASN level was correlated positively with
age , BMI, fasting plasma glucose ,homeostasis model assessment—insulin resistance (HOMA -IR ), TG, adiponectin, CRP and IMT (P<
0.05). Plasma levels of E-FABP and FASN were negatively correlated with high—density lipoprotein—cholesterol (P<0.05). Logistic re—
gression analysis showed that age, FASN,E-FABP,HOMA-IR,CRP and TG were the risk factors of femoral atherosclerosis(P<0.05).
Conclusions ; Femoral atherosclerosis associated with plasma levels of E-FABP and FASN,which maybe a new circulating biomarker
in diagnosis and evaluation of human femoral atherosclerosis.
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178 ] 2010 4F 9 H 2 2012 4F 7 H 7EARM KF 58 — Kt
B R B AT B Sl KR 1 1 e S, AR S 0 ik oAy s e J 2
(intimal medial thickness,IMT)434 2 2H . AS 4H 128 i , 4F %
40~85 % V-1 (50.4 + 10.8) %, I3 81 i, Lotk 47 il A
FRUE AR E Sk IMT =1 mm, X BEZH 50 ], 4F% 30~
81 %, F34(45.6 +12.1) %, % 30 6], Ltk 20 fil, 49 Adx
WA RIS ek IMT<1 mm, MU EZ P HEAT L4 09
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1 mm 7E AT AS FEBL,IMT= 1 mm BEA AS L.
123 SCREA 27 12 h JHEONE Rk, i brAs
T80 C AT, %5 I3 % (fasting insulin, FINS) J16¢
F R T 58 v 5 25 I8 LK (fasting plasma glucose, FPG) |
H il =g (triglyceride, TG) |, &L HH [& B (total cholesterol, TC) |
22 BN G AR [EE (low density lipoprotein—cholesterol, LDL—
C) F i ENE & - H B (high density lipoprotein—cholesterol ,
HDL-C) .C JZ W25 H (C reactive protein, CRP) AR FH H
7 7600 A 4x {7 HT AL, BB GBI (enzyme-linked
immuno sorbent assay, ELISA) BRI N2E E-FABP FASN 7k
Vo ARSI S FHLPTHEEL (homeostasis model assess—
ment—insulin resistance index, HOMA-IR) : FPG (mmol/L ) xFINS
(U/L)/22.5, X5 &0 F RN T8 g R R A IR A WD
1.3 SitFEaht

K SPSS 17.0 B FtArgeit it . B 3% + bx
HEE (v £ ) F0 AL USRI ¢ 4050 5 AHOGHE 3T R Pear—
son FHOCIIMTIE: TR 1 AN RE & 5 24> A 728 B 22 ] AR AF K
% Logistic MR 00T, BT A B ST IEA L A K7 2%
FEVERES: , A IE 2L I A 007 B 28 SR 0 UG 0 S 2R AT 4
AT, AT G 4 S U K 8K 1 @=0.05, A P<0.05 4
EREHEIFE X,

2.1 — il AR A AR
PRI 1,
22 24 E-FABP FASN /K-F B &3k IMT rbi

St IR LA, e AS ZH 1M E-FABP 5 FASN K
A (b p=2.53 , P=0.014 ; tp,=2.17 , P=0.035) , I Zli ik IMT
AR (1=3.73,P<0.001) , W3 2,

F1 2AMKKERIER (x+5)
Tab.1 Comparison on clinical index between two groups ( x £ )
2051 Bi% (n) RS (4 ) BMI(kg/m*)  FPG(mmol/L) FINS(U/L)  HOMA-IR BIKE (mg/L)
JE AS 4 128 50.42+10.8 2631 +3.1 535+2.42 1581952  4.67=+3.13 7.21+3.76
Xof B4 50 45.63 +12.1 259427 515+ 197 1475638  3.94+3.64 8.47 +4.61
P 0.059 0.083 0.090 0.091 0.061 0.102
415 % (n) TC ( mmol/L ) TG ( mmol/L ) HDL-C (mmol/L)  LDL-C(mmol/L)  HOMA-IR
Je AS 41 128 531+ 1.19° 1.84+1.12° 1.09 +0.16* 359+ 1.18 4.14 +2.44
Xt AL 50 4.15+0.96 1.05+0.78 1.40 £ 0.57 2.76 +0.69 292+ 1.66
P{H 0.035 0.015 0.024 0.070 <0.001

e ra, SR HER, P<0.05

%2 2#4MmI E-FABP 5 FASN EA/KFREENAK IMT b3 (x +5)

Tab.2 Comparison on serum levels of E-FABP and

FASN and femoral arteries IMT between two groups(x s )

ZH 5 % (n) E-FABP (ug/lL) FASN ( pg/L) IMT ( mm )

B AS 41 128 3.81 +2.61° 1143 +3.62" 1.21 +0.35

X RZH 50 1.22+0.86 3.56+1.37 0.64 +0.27
PAi 0.014 0.035 <0.001

1 ra, HXT IR AL, P<0.05
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2.3 23 E-FABP FASN /K-F5 AS &M B &6 XIS4T
gERNR 3 K4,

%3 IM% E-FABPRES AS B EZEXEEN T
Tab.3 Correlations between serum E-FABP levels and

atherosclerotic risk factors

JASUSES r {8 PAE

LR (4F) 0.280 <0.001
BMI (kg/m?) 0.131 0.032
FPG(mmol/L) 0.156 0.085
FINS(U/L) 0.113 0.070
HOMA-IR 0.111 0.078
TC(mmol/L) 0.152 0.094
TG (mmol/L) 0.196 0.021
HDL~C (mmol/L) -0.178 0.038
LDL-C(mmol/L) 0.099 0.097
CRP(mg/L) 0.301 <0.001
RIER (mg/L) -0.132 <0.001
FASN(pg/L) 0.673 <0.001
BB K IMT (mm) 0.374 <0.001

FR4 M3 FASNIKES AS B EZHIXEMES T
Tab.4 Correlations between serum FASN levels and
atherosclerotic risk factors

fER N & r i P

AR (4F) 0.212 <0.001
BMI(kg/m?) 0.247 0.022
FPG (mmol/L) 0.132 0.041
FINS(U/L) 0.130 0.069
HOMA-IR 0.310 0.006
TC(mmol/L) 0.148 0.081
TG (mmol/L) 0311 0.019
HDL-C (mmol/L) -0.217 0.035
LDL~C (mmol/L) 0.056 0.067
CRP(mg/L) 0.276 <0.001

R R (mg/L) -0.230 <0.001
FASN(pg/L) 0.673 <0.001
Esh ik IMT (mm) 0.299 <0.001

2.4 JEAS & W B & 69 Logistic 13 547

PEFEAERS BMI FPG  FINS . HOMA-IR .\ TC TG .LDL-C .
HDL-C CRP JIFHXE FASN [E-FABP S5HR1EN H B, %
AR EBh ik IMT =1 mm 522 WA AS, BAS fBAE N H AR
it (F7=1, Jo=0)17 Logistic [A1JA 53 Hr (i 1% P 3R 1149 340 591 2K SF-
BEE N 0.05), 45 F /R F % . FASN .[E-FABP HDL-C .CRP,
TG . HOMA-IR #EAJr 2, OR KT 1, BLHI4E IS (FASN (E-
FABP . HOMA-IR .CRP TG J&/B AS FUfGS: K 2 (P<0.05) , Tfij
HDL-C 2/ AS ({4 H &R (P<0.05), W3 5,

#5 BRASERBKEER Logistic EJA%#T
Tab.5 Multi-factor Logistic regression analysis of risk factors for

femoral arteries

S eI REC ARvERIT RS OR{E Py

AR 0.047 0.042 1.048 <0.001
HOMA-IR 0.362 0.399 5.341 <0.001
HDL-C -0.612 -0.589 0.872 0.002
CRP 0.578 0.631 1.342 0.003
FASN 0.597 0.612 1.453 0.012
E-FABP 0.510 0.544 1.399 0.025

3 3 i
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i 1 7657 01 41 i 3 Fik s A PAT S 25 59 £ 28 ™ F
ST E AT EEAA S T, N AS HIZER 4 5
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B R FH B 7 B0 L 4 L A Y s . E-FABP J2&
FABPs 5 — 01, BF9EH & 3L ApoE—~/~A-FABP—/-
UM RE BEER L (ApoE ) —/— RIs /L | [A] A g 40
LR AE R 1o AR IR IE P 7~ | BRLAZ 20 4 fb
M 1 FRIR TR, LBE D4R s D R4S & & A
(adipo—cyte fatty acid binding protein, A~-FABP){i¢ i/
AS RIEAIBLEIFT RE S 45 K+ f2sa b R 1A ¢
KAENG MR AT 5 S FABP 363509, BF 530 R A—
FABP 75 A S sh Pk REBE e b | R F g 4 g h
FikH T . FASN 2 A0S B BE 1 AR D R 1) ¢
R, Schneider SFF5Y & IR, TERRSFPE FASN JERK
BRI E AR ApoE REBR/INEL, AT EIRIE
Je FEB KR R BRI A B A /NER B 2 45 /] Felton 45!
WF5E B~ i FASN A4 1 i A g 5 /e A fee
BEH N SR . REAE AT ST 45 R R E-FABP
5 FASN 7E A AS B335 b i H 2 IEAHG,
LR 28 B R T 2 200 R R 6 A 440 L 0 ) IX
By, ASZIGAE R R XML HLE, B AS I
WHE-FABP 5 FASN & /K08 5 | 1% E-FABP
5FASN /KRB, 3K E-FABP /K- 54714 |
BMI. TG JREKE .CRP IMT 1EAH, 112K FASN 7K
SEH4ERY BMI FPG HOMA-IR TG  JIEBX % .CRP,
IMT 2 IFAHX, 3¢ E-FABP FASN 5 HDL-C £
A Z K iR . 4 FASN [E-FABP,
HOMA-IR .CRP TG &/ AS (fEK: [ % ; HDL-CJ&
B AS IR R R, 7R 2K ' E-FABP 5 FASN
K- BT RE S AS B9 & A2 5 HH E K
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(¥ E)BRUFF0HE S 2 M 41 R R A S M3 £2 R IR 22 (thyroid—stimulating hormone , TSH) /K- 55 & 1 3¢ 5
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KRERALAENI(1.09 £0.63) mIU/L, (1=20.344 9,P=0.000 0) . 45§ 151 HUAR BRI 825 TR 5 B & 135 TSH ZKF A REAR, 2k
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R+ TR 2, 5 W2 R F 25 R IeEe i1 L (x*=0.000, P=1.000) , Z5iE . AE V15 A5 i BRI 46 TSH 2 1.0 mIU/L
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