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Mechanism and function of CD36 in the regulation of lipid metabolism

LIU Bingxiao, YANG Lin"~
(School of Chemical Engineering and Chemistry, Harbin Institute of Technology ,Harbin 150001, China)

Abstract ; Lipid metabolism is an important metabolic process of the body, and its disorder will lead to many
diseases. Cluster of differentiation 36 ( CD36) is a scavenger receptor highly expressed in monocytes,
macrophages, smooth muscle cells and adipocytes. It is the main receptor and transporter for the recognition of
oxidized low—density lipoprotein or long—chain fatty acids. So it plays an important role in the process of lipid
metabolism. The review recapitulates the update and current advances on the structure and function of CD36 gene
and protein, expounds the role of CD36 in the process of lipid metabolism, and systematically summarizes the
molecular mechanism that CD36 cascade AMPK, mTOR and MAPK signaling pathways to participate in the process

of lipid metabolism, providing a theoretical basis for the relevant biological research.
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0% HARG B M R 5 AR BT, ZEALAR SN o b oA
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P LA d [ JEF O £ 2o R, S AL AR A7 L[] e -
PA AR, P A R R R T

BB AR LA 0 i 2 A aﬁﬁﬁlﬂi%ﬂ%
S 3R PN B IH E B ( Total Cholesterol, TC) H il =Hg
(Triglyceride, TC ) F1 1K %% £ Jif &5 H 1A [ A ( Low
Density Lipoprotein Cholesterol , LDL-C ) Ft & DL f&2 5
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1518 R 3ZAK (Scavenger receptor, SR) , 1 A 1#75 JIg Wi
FREZHUN — A EZHE M ,CD36 £ AR ES I i
R FERR B A 5 FE AR,

1 CD36 4+ i

CD36 J& T B & ¥ 18 K 52 /K K J% ( Scavenger
Receptor Class B,SR-B) , /& — P =5 5 bl B Ak 1) XUt
B L, B PR A IR B IR 5% iz B ( Fatty  Acid
Transporter, FAT) | ML /MNRAEHE 8 H 1 V ( Platelet
Membrane Glycoprotein 1 'V ,GPIV) | IfiL ¥ kL & H
(Serum Granule Protein 88, GP88) il B 2§ 2 AU i
RZAK ( Scavenger Receptor Class B type 2,SR-B2) ,
Je—Fh BHA Z2 R A U AL S R 2 D) BBV JE R
AR08
1.1 FERZERE

SR JE:H1 DNA b —BOR LN R B3 ] 2 14
R 1 L) 22 D) R I T A2 AR, BE A R 1) 22 b
&, £ 4% HDL., Z Wt 4k LDL . JI§ 7 2 ( Fatty Acid,
FA) (B NE K08 T4 i 57 1979 4E Brown Al
Goldstein A1 BNTE W 200 i 2 1H] % A AE RN 45 5 oL
S 0 2 A BB A8 5 SRR I B & ot A AT %% FE AR
5 M ( Low-density Lipoprotein, LDL) , {H &1/ 5. 7C
ARG RAR Y LDL, J5 R AFIZAL S A 44 N B 8 K2
NS LR =N 5 & B LN BTN N S G
T SR ZE" . B HAT R IR, SR FKIE R L4 R
10 K2, Hirfr SR-C JEAAFAE T BRI A Ay
WL ¥ B A0, 2017 4, 96 8 [ 52 5 R 4% e
Ji W55 BT ( National Institute of Allergy and Infectious
Diseases, NIAID ) X [& 57 T3 A= B 5% B¢ ( National
Institutes of Health, NIH) 221 #51% Khoury 552K H 5
MEZM 15 M B ZNF SR RIGHATRG32E, Fok
AHFLEI SR 43 M SR-A ~ SR-L 3 11 Mg (O
f18 SR-C)

1990 4, Kodama 1 BA B ¥R T 2F 4 ili 3 2H 21
BRI SR-A ) SR-A F N AU | 45 5 [X 8 |
o MEE | TA] B DX DA 1 B SR IR IR K € R
Uit 6 > DI B, RS2 5 — DN A A T 1E R
AR, SR-B g SR ZEH T iR A T A Y —
2 AW O HME—— b 2 WU B 25 4 1193 18 K 2
K, SR-B EZ A KLy N =€, SR-BI (SRB 1 5
CD36L1) .SR-B2( CD36) Fl SR-B3 ( LIMP2) """ | H
A, X T SR-C SR-D 4 SR G5 H A 15 18 R 52 14 b
8 LD A TR AT B AR AT
1.2 CD36 EE X CD36 E B 5 FHHE

T2 B RIS I R Z A KR CD36 £l T Ak

CD36 JEHN T4 -5 P kK - (7q21.11)
K2y 46 kb, i 17 AR FF1 18 AP & F AL, I
5 EHE ( Open Reading Frame , ORF) 44 1419 bp,
Yt 472 NEIER , Ve R Y 4 AR DU FP R 1
L2324 CD36 2K A B A R s —
B BRGSO A I A5 R 3R LA B N o Sty ((NHL, 2%
viig) Al C A 3t ( COOH 235t ) 14 J Jf Joi J2 4 g1 >
(WK 1), CD36 EHAY N A Al C oK i T 40 il
JE PR, A5 1) B, e B DU 7E 20 B A M i — A
A] DL[R) 2R LA A 45 A 0 2 BSR4, CD36
ST Z IR B AR 1, FEAS R AL 240 B (=
G 20 6 0t/ DN B s UL O JTL 00 D LA R 44t A
FYy o AN RIE R 5L Sk, A2 2 Fh
PR BM , s B R 1L AL AR R 1L . 2 BE Ak
TR A i B 0 ER A o R
il 78~ 88 kD ANEE X LB H TS CD36 7E 45 Fh 4l
Mo Ak B E 7, R T RE . PRk
B, CD36 HH M N K2t L s, &0
FRLHE T oxos g s R Fy Wi e R 5 ZE I/ IVl T, CD36 2R
F4r T2t W R AL B 5, 2400 1l 200 e X i s R 7
%Hy[%fﬁ] .
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Fig.1 Structure of CD36 protein

TEZE F 7> THEN 5, CD36 1Y N R S Al C
PR SR N e A VAW B = M O S T
Z RN X LG5S CD36 i 7 TE B 5 A5+
J2 BB T OCHERTY . CD36 M 114 T M A A
Pl — > MR LA Y 2 SRS M, K E B
10 AMHEHEAL AL AR 3 0 a2 D BERR AL A, I
T — A B ES AR, X 45 CD36 1l LIF 2
ol S5t AH B AF T, 0 S AR A %5 2 IR 2 1 ( Oxidized
Lowdensity Lipoprotein, ox-LDL) | £ #% Jig i/ ik ( Long
Chain Fatty Acid, LCFA) S AT A= 1) K 0 T 41
AEY L CD36 HH AT HA X R T LIRSS A £
iy JST AR AR M S s A8 W G v R HAT 22 TPk 4 Y
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XU 45 CD36 P f2 R B AR A A L] 89

RS,
2 CD36 Shgmiftigt

WFFER, CD36 JE K W] LL7E 2 Fh 4l g vh 2k
FLE N ECARME O LA B /INE b R AR A
Jig 17 A B afi/INBRN R 4 L, 05 S50/ 2 3 A
TR AL G PR R R 2 i,
2 0 240 B JEE 1 19 CD36 P Ak 41 21 i i iy g 4
W, R AR B /N T e 4t v i 0 AR AL 2
( Advanced Oxidation Protein Products, AOPPs) it+%
YR 33K S BO0E PR B s v 1) IS 2 P R B /N TR) BT 2T
HEAL . CD36 25 AT UM AR R B o =2k
I JB A G 43 F 45 2 ( Pathogen-associated Molecular
Patterns, PAMPs) . ox-LDL 28 N IR ERT A 40 T L K&
LCFAM™,

2.1 CD36 5%&&R%

CD36 fEHUASE R e R A EA I, B
W 240 MR AR S R ol 1) BB 4, wT AR
RIS E R BT IR LR S 3242 | X b S R A
J it B I 20 L3 S R 8 JUR SR i 2 L e
HEBE45F PAMRs, i1l JRZ 1A Toll #3524 (Toll-
Like Receptors, TLRs) 45 f& W 4f ffg 15251 PAMRs )
PG SZ 4K (Pattern Recognition Receptors, PRRs) ,
THIEFRAZIR CD36 T LURE 5 1 P50 22 Fos I 2 )
MY PAMRs, 458 41 3% 1 A9 BERRFBE T , [R5
I 0 2 o S AR, DA AR LA A RS 2 i
Hb,CD36 IAENLSN A A 2R B HE b A R AR T,
BEsR AN R AT WERE ST, TR B s A E Y
FeRGPEZR G KA EARH]

2.2 CD36 FEhE Bt {E

CD36 F 32 A He iz & e g B Rl A b &
FEEEAEMN . bR TR T8 R B B B R A0 A i
TRIERCE AL, CD36 ik i E2 LCFA ZAREE F7ENR
AR R b R AR BRI, Laugerette S5
FERIL, KB HR BT Y IR 58 B2 5 CD36 AHOCHER, 5
YA UK AR EE, 5% CD36 3 PR R R RO FEX s 5
LCFA IR B B 4470, IR N BBk CD36 2 [
(R BB T Ak WY 3 I i RN AH A R A T
ARET Benton SR IR CD36 FEH /1N UK B
HENL LCFA O3 e R T B A BN, 726 CD36
JEPN B A CD36 Sk PR Bk B R /N BRSPS
LCFA PR ISCIR 52 AN AR RN BURE [l P-

CD36 LM N LCFA 5%z i 4E et sz 1A, i
T BB 5 40 Y B9 i 5%, Abumrad & B CD36 J&
KA IR W5 W2 (LCFA) ¥ iz fir b 5 1Y JIR W5 2 %% Aoz

fiti > HAERE R (Palmitic Acid, PA) Ab B /N E 40
s MPCS J5 & B, MPC5 H CD36 & H 33k L, If
SHARFE L ROS P AR AN IA T2, i & B IE
IR (oD A R A VA PR R N R A
JE4HE T PPARy /K-F L, IR 42 CD36 Rk, 3
TIT B /NS A LT 5 R I T 1), 5 S0 e
R At i

RBFIEAE FARUERA T CD36 & M AR AS B A
IR R B AL DY B AE kB,
CD36 FHE 5 T H 1y 127 ~279 58k M 2 LCFA
BIZE A 7 s, X — S5 R AL T CD36 1 it &b &5 F4) ek
Hr 0 bAh, CD36 BT LA #E LCFA 760 JIF I
HAE L LA B B 195 55 4h i b i 55 4, DT A R
LCFA WYL, A it 2 ag el |
2.3 CD36 SahpkittEmEL

CD36 1E NG H 32 A7 3 ik o A Bl Ak 1) T A
R CEEVER . 3 Ik ks B A 4L ( Atherosclerosis,
AS) S0 i L 9 0 19 A 2 L T, 7 U N
RAY A AR ) IR W R E WA e

R8BS s 1 AL . 2 A i 2 LDL

AR LDL L 20 P g o it & B, 230800 1%
TR SR B, MR LDL 3% 142 38 3 F1 40 i P JH [
WA B2 ], BE G T 20 AR PN A B R B R, B Lk
T IR AT AR

1M ox-LDL WIANER 4 B A1 ffl 3@ 8 CD36 453
B RAZ RN ox-LDL J5 ,Jﬂﬁﬁd‘ﬁﬁ?ﬂ—:ﬂgbﬁ\{tlﬁj
B4 87 SR T AL, 2 ol A5 5 I 400 K 2 A I
Jo S S AN PR B A, S A TR R A
JSCTEL R AT 5 Y6 VA A0 i 3l Jok A e 2R 4 M T I i 8
KBS, 3 sl KR AR RE A 1 & A=, DATTT K 2 A
IR I 45 e 2 . WA ox-LDL 7638 358 CD36 8 E W
YA N A R AR I, 43 80 ok SRR 0 T R 5 T b
Z A& y (Peroxisome Proliferator-activated Receptor-y,
PPARy) ,PPARy &ilt—{R i CD36 Rk,
WIS 30H £ ox-LDL 2 A, find it PR A0 A A
i A
2.4 CD36 51 E &K

o4 &I, CD36 FER Bt B b R ¥
FEAWER, nT LA 5 W i 1 R | L 1 1 25 g ol
3 SRR B S th HA A, DA
Pl e — B AR BN , 2 U TR R B
IREERR S — KR T, MO MR 10 & 2R SR ik
YIS MURRE BUK -5 8 5 2 75 & 2 R0 4
Pl . VENAEREDLIRNR RS AS b i E 2 AR AR A 5
43 F,CD36 10 LA H Hh & G B

WFFEF B Ik /> CD36 FEWLIE 43 A, AT
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il LCFAs P8R, A B FRGE O DR, 7E.0 LA
H1,CD36 MIHFLARIK -1l e Bh T 0 WL i 4ER5fig
A AERE KA A BT, A AR LU R
RPTE Z R e R, R 4R RO L Ih e R e
Ktk , CD36 1A ] T s i A IS A RE i i
SEAL N AN, AR AN M 0 RE P, BEA, SRy
JULE AL i 7 TR 4R AL 3R R AR 3 B Al AR S 1Y 5%, A
XTEAR A CD36 38 2k 9/ i 15 2 1 Wi WS ke BHL LR i 3
o H I =R A AR O LA B s R A B
PR 2 fih S J i R AT A O LA 8 1, B A P 7
MBI O IRERRE T L, il CD36 7k
S AL 2 ki G H i R A Ak B AR 2R 0 LA e
HEAE I E

55 CD36 HRFARA R0 LA A1) BE 5t 7= A
BRI IAR I, B R CD36 YR I C gk
AFITF O MEIET S B R . CD36 MYkk 2%
BB WEAZ AR S AZAZ AR B30, DTS2 1O JUE 1 158 4
J B W T AE, O LR 51 R A O E B
LUl =961 BEgE I, CD36 A2 A BEL I 39 AT 4 40 UL
AMRAE T I 40 6 P 7 v 5 1 40 LR A T
AL, W2 B CD36 26 3k o 4 U 2 1 1) i e A
AANEE O WURESE ) RS CD36 1 N R i EE
FEC WUAHAE 2238 T 326, (H N B2 40 i CD36 7 ik
PO LR P F i AN T 4
2.5 CD36 5&%E

IR 240 B B R i e AR A AR Y 5
TR DL e RE 7 2E o R DR g AR e it
SR B B R 53, BR TR AE AR 5 43 F R AR
WhEAR N T B B2 20 if 3 i Mg 10 R A 7 P A= )
B R A AT R 5 3 TS A S B AR
968 240 AR 6 T 45 A i A B R A SR B ) i LA
T EALBS B0 (5 515 i8R . CD36 & —
FFEAE T 20 JfL 2% 18 ) RSO 2 11, T SRR R4S &, A2
s DR AR BT, 3 ARFFE & 81, CD36 AT LLiE
VR R R A R R bR G R R g &
W, 7 e A IS B CD36 ik 1M, A dg
SvesatE o, FLIRE, 45 E e, B AR
PRANAR N BFFEIESE CD36 it ZF oy Pl 2 5
R A R T 2R A I Y

3 CD36 B 5 M S 58N
Awi
VNS TR SRS 12 (9 T B2 11, CD36 1E RS

AR I A & AL I T DL
REHAMAE 5@ S 5 I AR T 2, CD36

N\

A LLZE B AMPK . mTOR . MAPK 24515 5 18 %, ##7
ox-LDL LCFA | FA 5 fig i1 5 JE 5 5z, C72 41 B 74 iR
JEE BUIRES ; R, CD36 7] LA JH] 322 18 775 240 i 4 g iy
% B-F AL , 2 5 41 P9 B A 4%

3.1 CD36 5 AMPK if %

AMP-7% 1k % H #% EF ( AMP-activated Protein
Kinase , AMPK ) 2 45 210 i PN i e Fe 25 1) ol 2 il
S EAZA YA A A AL R O TR 2
05T WA A0 AR P 1 R ) i A RT 2R A  A
PGS AR AE Y L IE LAY AMPK i 5 FA #%
iz CD36 TEAHMIAR 1 52 4E | IF R 1% S AT -A R
LT 2, BEAR - AL I 70 79 — WEAi G- A 97K, b
4 LCFA 1) B-584k . B 5L AMPK 155 (19 K )8
A Py T FA R Y B8 1 BE AR, 5 OB IR
AL L

WL AMPK 938075 ¥ & 3] 1 i i i e B1
(Liver Kinase B1, LKB1) b -V % 75 & R 172
(T172) BEIR AL . WFFE &3, 76 WLAN A 25 JL A 40 i
A CD36 Ry IA 2 AMPK 935 4k, i H )
Ff RS HE T RLE i FA /% AMPK A9 3%
T 0 U AN S B T #E AMPK i LKB1
B AR E MM Fyn WEAE S HIELE
CD36  XANE A WA Fyn B MR 1L LKB1 Jf-ffi
HFgs e i b, A LKB1 3% AMPK, 4 FA
5 CD36 MEAE A, 7T LA Fyn NEAR S8+
I3 ES K 23 E) g H6E LKB1 A9 38 3 LKBI1
BEmR AL, T LKB1 MCAH A AZ E A S T b 3006
AMPK, 50 FA RYSRBCREAL Y (LB 2), 25,
TEALIY AMPK 23 fii B 21 CD36 78 4 i f5 - 72 1
SEAM AR RE R
3.2 CD36 5 mTOR 5 Si&8%

i 7L sh ¥ B A 2% 2 8 2 1 ( Mammalian Target
Of Rapamycin, mTOR ) J& T B 19 JUL s 38401t A O 38
fitf ( Phosphatidylinositol Kinase-related Kinase, PIKK)
FF, SR A K A ) R 7R
YL rf, mTOR 2% B Fl A R I Dh e 2 & W,
mTORCI A1 mTORC2, mTORC1 X} 75 A% 2 it
5, /D A R L S mTORCT 3 M, B IR L
itig, M mTORC2 WX A% =AU, 52345
SEBE FE AR 5 B HS , mTORCL #E 25 I 4%
PPARy . PPARa, E ¥ & if [ F 4E ( Eukaryotic
Initiation Factor 4K, elF4E) %% it E 5 K T, 5]
RAG S RIS, RIEAEADY

FJIEH PA Kb 2/ BRUFFIIE 20 Mg, & 30T LA
1% mTOR {553 % - 44 &5 R 240 i v CD36 ik
i, 5 R NE & B, 75 & ROE; LA, i Hl mTORCI
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XU 45 CD36 P f2 R B AR A A L] 91

R S e 0 ) 7 b 2R A TR O 40 B D2 1
CD36 35" PPARy M7 H AR B £k 1
P32 I S DR 8 G L B, B e R
NI ZHLRERITE | GHUAR Gse |5 &% AR 17 4t i
I R Y] TR IS

PPARy HA BRI LVRE R, RER AR 17 R 12 41
PEE Ik S Ak 0y Tl A 1 5 TR0 T T AR R 2 2 S g
TG 355  PPARy 1o 5 323K 2338 UG i 21
ZIERL, FECMRALRESY . PPARy 1 R i 510 i
) L S R T RIS R DLVE S mTOR B9 T
Uifs 5072 SRR IR S . W5 & B, ff
mTOR ¥ BN )5, PPARy 13235 B B 14, g 41
MR I IERE SR N, Li S50 B, B L
ALl G mTOR-PPARy {553 #% , fe ot /1240 g
FIRG DT A i, X 2 W] mTOR 0% PPARy XF 4 it 4
=R i A = R S = - = AN [ I N .
PPARy X Z3fiEi CD36 3Rk,

Ahn SERFSE R BL FRAT 2 A SR B SRR 1) /)
BV £ B IR JRE £ ( High-fat Diet, HFD) 23{#f CD36 T
T S F PPARy 265K 1B 3 1, Z 00 1 K i
I ZAE B, CD36-PPARy i [ 3 3 34 hnn Ji e v
i 5 1R P TR 1 B BRI H 3 = B4 & 18, X HFD 15 5
AT PR RS I R 5 22 6 SR A, X BB 5T
FLERIEA , PPARy #3530 580 CD36 Kk T,
JNIHIE HED SRR DT LR g B R T
CD36 1 mTOR 15 5 i #% 78 B Jox A 3 v iy 7E
CD36 id it mTOR {553 KIS PPARy, fig #F 24 fifg
HIE A R, RIS AL B PPARy XAEHE CD36 3
ik BB AR, A kR R N, e T 35K
4 e AR R AL (WL 2) .
3.3 CD36 5 MAPK {5 Si@ %

2254 5 AL B O 3 % ( Mitogen-Activated

Protein Kinase , MAPK) REAEYME G %% h
M EIRARZ — RN TE ik AT DAL OE 4%
PERRER A I 8RR Y DS S ™ . MAPK
S — I ORSF Y 22 2R -5 ARG , (45 4 AR
AR 12 ML A1 98 755 25 110 ( Extracellular Regulated
Protein Kinase, ERK) \p38 22 %4 J5 7% 1k & H I ( p38
mitogen-Activated Protein Kinase ,p38 MAPK) . c-Jun %
FR Ui ( c-Jun N-terminal Kinase ,JNK) DA A g 4hiH
T PR 5( Extracellular Regulated Protein Kinase 5,
ERKS) , /0 MR FPUS 2 i) MAPK 155 %, kiR
PRTIEE T TGRS

TERHLAAR IR S B0 T, CD36 W] LA i s 4
1 ERKS PR 57 W8 i 19k 22 28R 5 1L/ Al 3 T
fil, 6 B L S IR R PR AR AT MR R L B
LALHE SR MARTE B . Yun SFZERFSY 4025 T
J#5 % ( 4-hydroxynonenal, HNE ) F1 5-i5 & & B ( 5-
lipoxygenase , 5-LO ) 75 3J) Jik ok K A A6 5C R I & B,
HNE #5517/ BB Wg 40 i CD36 R B Itk 1
ox-LDL AYBEIL, iX — i AT Uid S T4 5-LO iAok
i) TR A FINE 30038 5 v 40 i i 4 5 5K
5-LO ML I e B B AL L, OF HL T LA 5-LO
FZ =Y A =M B4 ( Leukotriene B4, LTB4) [
i, FEANIR B MAPK i&Aerf  HNE 3 2500 FmE
A Y p38 MAPK, 1M p38 MAPK 34544 410 fil 571
Adezmapimod (SB 203580) 1] Ll #] HNE 75519
LTB4 j=/f . A, HNE i it p38 MAPK BN &
4 5-LO W0 AT RE 23 14 58 CD36 114 3 15 Al UK 40 i
AT, Min S5 AF 58 % 8L, {81 ox-LDL AL RAW
264.7 ELWEARAL, AT LIS R p38 MAPK i8I , fiE
HE CD36 ik ; 22 & W Al LI 6| p38 MAPK & 4%
s, BEAR CD36 ik, AN 2> ox-LDL 4k # Y
RAW 264.7 [ WA H 60 P 40 A il (LI 2) 17

PO

2 CD36 ZEXESEES SRR TEE
Fig.2 Schematic diagram of CD36 cascade signal paticipating in lipid metabolism

T P R Y B B e B | SRR AR
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3.4 CD36 5HMESER

Fr UL AL, CD36 T DL i 22 ik 45 gt )8 45 %
IR0 78] S A A -4 ( Interleukin-4, TL-4 ) i 1
WS AR N IR EC A AT PPARy FCIR PGJ2 55 I
Aiarf CD36 ML e B, B S LR
% HE H 40 Hf2 5T 1 ( Phosphatidylinositol Transfer Protein
Cytoplasmic 1,PITPNC1) [1& PPARy /iy RNA /K-,
PPARy #E i858 CD36 Mk, M FA M,
fiEi# FAO " . Mwaikambo SEIEAY KB B AR E
1 B4R75 5 I F--1 ( Hypoxia Inducible Factor-1, HIF-
1) Fl PI3K/AKT/mTOR 3 #% b 80 M 5 1 CD36 1)
Fak A BFSE & BLAE 4 RNA JH75 CD36,
FEVR 5 20 i %) 960 UK 248 i, miR-758-5p i@ i T
8 CD36 mRNA FIEE 17K 1 F A 20 A v %) I [ st 4k
HUA g m A 272 e Ab, ox-LDL 18 33 ( Nuclear
Factor Kappa-B,NF-kB) iZ 723 N4 JE 4 i RNA 119
Bk, EE T CD36 JHsh T I B-HE MR S &
S5 IEREIN T AR A0 P R AR
4 RS
ARIELER T CD36 HEPH R 45 Fsfg, R W
T CD36 TERE B h A HF LM AR, JF R 40
PEHLESS T UK Z 55 %2 5 e B A i AH
K, CD36 1E R ig Wi fR e A i — A H 28R
H, FENR R B i iz ol = VB, Rl 2 B,
AR R B A R CD36 T B 5 AMPK {5
53 N AR, VR 40 N R B & A CD36 it
mTOR {5538 B4 800G PPARy , {2 1 40 i v jg B &5 i
JL A1 5T B e i, Uk B T LA fig A R T
FRIS AR P () T BAE 5 ox-LDL %545 5 20 T2 i
CD36 i p38 MAPK “5{5-5-3 %, 5 | & 40 A 4 i Jox
FEAL AR RN IFI5 & O A B . (H)E, & F
CD36 3K ik {6 W58 /0, CD36 15 b Z K/ =
LCFA 155, G538 A 1 M P9 B8R Ak 1) 437 L
FANIATG . AL, T SR-A FT SR-B1 25 HoAth i 8
Z RS 5 R AT R 0 i A X D A R —
05T, HET, E45IE52, CD36 1R MR Ak K
AR EZ/EN, CD36 FERR BT UL | s
U SAE AL B A0 A T i FE G T
VEH, X SRR i G e 1) R A R R FIERE . CD36
R IR R A 67 32 52 A% 1A 5 e B 4A i, 7T R A i e
IHIT IR AE R 2548 25 . CD36 BHiIF e &1, [ FE
FEAEEAL Bl (L FIORE SE AL, T CD36 1Y 5 i AL
PRGE A, 3K A T BE hy 811 iR 40 A 1 i kAT 7 )
Y A
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