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Advances in fatty acid binding proteins research
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Abstract: Fatty acid binding proteins (FABPs) family currently has 12 kinds of known types, which have different
expression in various tissues of mammals. The main function of FABPs is to transport fatty acids, particularly
polyunsaturated fatty acids. Moreover, FABPs also have many other biological functions, such as influencing the
angiogenesis, cell differentiation and proliferation and playing an important role in the process of placentation in
mammals. Further more FABPs is closely related to the pathogenesis of many diseases such as metabolic syndrome. In

this paper, we aim to review the functions of FABPs, and their relationship with the progress of reproduction and diseases.
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1 FERERZE S EBRIA

TEMFLBN T, IR (fatty acid) A —Ff
ERYR, tRgEREhEsh R E . mF
Ji i R LA v FE K e A A i 2 1, AR P e
VR LA S T AEAE, 100 40 M P B TG D7 R 45 &
B A X P EE K SRR A R T AR, DA
TR AR W 5% dz A 24T BT BRI ER 45 A R A
(FABPs) /&4t 15 kDa &5 15t ] 22 B PR S5 1 il 172
EHEAEAHKEY T U R BRI ST (£ 1,
FHB IR, EWAT R RS DR K9 Fh
FABPs, R4 & 1175 45 52 41 411 i ek v] LA 43 5l
% A FFWESY (liver-FABP). Ji 7% (intestinal-FABP),
O JJE 7 (heart-FABP). fig Jlii 714 (adipose-FABP). #*
J% A (epidermal-FABP). [0] [l A (ileum-FABP). fiii

A (brain-FABP). % #57%Y (myelin-FABP) 1 % S 7Y
(testis-FABP). FABP1~9 73 5l Fl LA - 43 B4 FH Xf i
FABP10 F1 FABP11 #{ #i% 3 7E JE Wi L 2h ¥ 0 Jg vh &
i B FABP12 Sl Kot R LM —Fh2R AL, e U
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PR 40 B & R 8 =AU LB R IR 10 F
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=1 FABPspyip & 5RE ST

Byt jiES WIR RIS AL
FABP1 L-FABP JH i

FABP2 I- FABP N

FABP3 H- FABP OE B IS
FABP4 A- FABP JiE 7 221
FABPS E- FABP R
FABP6 5177}

FABP7 B- FABP Jixi 22 21
FABPS M- FABP A

FABP9 T- FABP EAHAN
FABP10 e L3
FABP11 e L
FABP12 2. P REE

HE W BR 45 4 8 (1 (FABPs) H A i AR 57 1) = 2%
S5, T 2R R A SPAT I B AT B A R TR R — AN 5T
AT, R SEAL G X M, fEg A AL
PR, A I R A I 28 1 5 s R R ) 2 AH B
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AN TR SREL, 90 T A AR T A 06 T I D R
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WA, Z AMANR IR E /G )L I IE A B B
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BTN BRI I 17 1R (1) % 5 2 38 R 40 e P9 1045
SHG P ORI AE KR E .
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1A BT AR S R AR AR Kk B A 2
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iz (DHA) Reifil M T, 1 n-6 2 MRS R,
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PE, BARHEYREE Fre Ao, HEer b, e
ST PPAR. LXR. RXR. SREP-1 f£— & %4
B ALY R A I R R, SR BT K
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1 E V8 RS % B 5% (FABP1. FABP2. FABP4)., i
1% %99 (FABP3) il i (FABPS. FABP7). BE#
X IR BBV AENL T IR, FABPs 1 BEE A
—FHTINZG N E FHBE S . BRIk 4, FABPs /A —
FhE MG 5 0 AR R CB Wbl A .

JHF 724 i 7 R 45 4 2K (1 (L-FABP) 78 A\ 28 & Wi ir
Uiy /N BV AL BT A K, LB SZ A BRI v R
BRI 7 2 U S R S R R B R, B
[ 2Rk B ANAE SR TR I HEE S 3, X e S80S
WEA5 5 )k fg o PR L-FABP (17K P OB T X5 /s
B (ARG RS, H SR 18 M B 45
TS IR 5. 1. 2 BURE FR R B R,
L-FABP f7K-F38 0. DRk, 3o 6 50405 T 15 BE JR o
= 7KF 1) L-FABP CL 28 B AR PR PR B 0 1 — A
K [ & B, FABPI fi¢ 576 AT gl i 21, & %) F
JIE R B A R DT R 1 B A EEAE A, IR
WEFLZREH, 5 BN R = VRS e JF2 s A6 1) JFE Ok
1 FABP1 (1) 1k & T [, FABPI /) fUH A IR 48
Jitl (hepatic stellate cell, HSCs) " i i 1Y 4 #F A~ n] $k
A, R R IF R FABPL (K ik & N B, 1k
JEiT FABP1 (¥~ S8R m I E b, H HSCs 4y
WA JE R 4 L A7 I R 9 /L, e % BRI U AR A
éﬁ /f’t [37—40]0
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R /N R s IR B S, HARE IO TR, 2
DR M HE T B 6 s H i = R 0 b, I B SR
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T SR B < B

FABP3 ] it Z 5%} it 840 SR B, 7R BE 5
F R RO B S M R R FABP3 JE IR 508 2 T 5
LRI Dy Re A, 75 M AR AR RO I A0 40 R T
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FABP4 J2& HH JIg Ji7 40 B A0 [ 00 &40 0 43 3 £ — ol
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YU Zh Bk FERE LSS, 2 fli FABP4 [ ThRE 2 250,
1AL 1 5 5 AU SO0 s v 1,
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& 5 Ik S Ak P I Ak 1 5 7R 0ES SZ R (peroxisome
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