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A potential target for diabetes and atherosclerosis: FABP4(aP2)

YAN Gui-rui, ZHANG Xiao-dong, CAl Hai-yan, ZHU Wei-liang, WANG He-yao*
(Shanghai Institute of Materia Media, Chinese Academy of Science, Shanghai 201213, China)

Abstract: Adipocyte fatty-acid-binding protein (A-FABP/FABP4/aP2/ALBP), a member of the intracellular fatty
acid binding proteins (FABPs), is primarily located in adipocytes and macrophages. It has been shown that loss
of Fabp4 improved insulin resistance and ameliorated atherosclerosis in Ffabp4 deficient mice. In addition,

inhibitors of FABP4 reduced the size of atherosclerotic lesions and increased insulin sensitivity. Thus, FABP4

has been viewed as a potential therapeutic target in treatment of diabetes and atherosclerosis.

Key words: adipocyte fatty—acid-binding protein diabetes atherosclerosis drug target
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FER— N RCAR S & D480 H T C & T i U5
FABP4 Mdnthgityf i/, H PDB A5
2HNX. 2NNQ. 1TOU F11TOW. MNEHAMAE
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TRV IE Tyr128. Argl26 Fil Argl06 o 1 H 2245 1o,
Hrp Tyr128. Argl26 ¥ 5 B 18 2k sl Bt
TE 242 [i] (1) 0
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WP Ry o SRR ) 6%, 2 AN oAk e 3
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FZ AR B SR 4 ™™ b ik . 4 FFA DLH B9
sl B e 32 77 203k N R D7 40 i ml Mk 4 i 4 Ji
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Ky Z 1 PPARy W RIS 15 FABP4 {6 E 4 il
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2.2 FABP4 5il#E MUK SN (HSL)  HSL 2/
b T 17 80 Doy i R ) BRI, AE AN e rh
WA RIE . TEMINR TR A AR L FABP4
LSHSLEHAE ], Ja ol i s 2yl K pull down
ARG FFSE (K 2) . FABP4 5 HSL [ N 347 300
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HAMKNE. 3775 T-87C 1§ C/EBP 45450 15
RAZ, BT aP2 B8 1 smmtE, MBI T
aP2 [k o 7EXF T 899 N MA AT T EoR, 4%
5 T-87C AR I A= L (1) /M, I3 H i =K
SRR, RRTRCR K 2 TR R AR R AR 2

HEJ: £ 5 AR 25 S AE (MS) S35 1lL¥E FABP4 T
s, AENF 229 N (110 ANEARE, 119 ANAERE) (1)
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