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BAEBAS I 5 S AR R 0 R I AE, iZ LT CD36E . BECD36% & 4 Fa £ A VA R CD36%& &
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Abstract

surface of a variety of immune and non-immune cells. CD36 binds to different ligands and mediates a variety of

CD36 (cluster of differentiation 36) is a type 2 scavenger receptor widely expressed on the cell

biological functions, thus participating in the pathological process of various diseases such as cancer, metabolic in-
flammatory syndrome and cardiovascular diseases. This review summarizes the gene CD36, CD36 protein structure
and expression, and CD36 protein biological functions mediated by different ligands as well as recent findings that
concern CD36, its ligands, its signaling properties, and its role in diseases, discuss the potential clinical applications
of targeting the CD36 pathway for various diseases as previously mentioned. Furthermore, this review provides an
overview of CD36 translational researches to promote the development of CD36 antibody drugs.

Keywords  CD36; Cancer; metabolic inflammatory syndrome; cardiovascular disease; antibody drugs

VI K PRI T8 % 52 44 5 T 1 572 AR AR A 7] 1) 45 4
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1 CD36Hy4E4E
1.1 CD36RI%E#

NIICD364 T G tifhTqll b, BEZ177.1 Kb, 15
NG T, 24 TR, WA 18NS AR 1 R F
TE X, G MU SR AR N [ B RN AT S B R
AT LR ) — U5 TR I CD36 A 4R 2 4 i i 46 14
B 1S A ECAR S5 A AL s K A1 480 SN- 2 A C-
Uity [RI2 4 440 P o e N-di %5 i X PN () S AR 47 57
CD364) 1) — 5 Ak, CoR i &5 40 Bt B 7T 5 Sre A ik
V1 (SRC-Family protein tyrosine kinase, SFK)%E &
1M J& 3K 2 #CD364 7 115 5 5 0. Mishait
B RS E M5 300 a B B V) AE O, KA ER
F IR T A B 7K 1 4802 CD36.45 4 AN 7] i 449 1) i 48 A
5] A=) 2 Th g 1) 2 ALY, N [ 1(entrance 1)1
B 7K 4 S B AR 1) 32 B0 a1, B 45 S A (R %
Jig & M (oxidized low-density lipoprotein, Ox-LDL) %
B 3T 4 3 AL 2% 77 W) (advanced glycation end products,
AGEs)%§", A H2(entrance 2)I1 #i 7K F £8 fECD36
1) it A 25 R BIE T8 R AR A RT RE N IR TR (fatty acid,
FA)IZH gt T8I, CD365FA. i/ &
1 - 1(thrombospondin-1, TSP-1). Ox-LDL /&4
iR EECPR 2140 i 5% T &G B 2 I PFEMP L) 22455 r
By A 127—29767 . 93— 12047 (CLESHZE K3 ).«
157— 171467 % 97— 11067 Z IR
1.2 CD36H)FRIARE N

FEIEH N, CD36 27 A THaT Ol &
[0 IE 7 N 1 N it =11 71 D& = AL S
CAB LRI, CD36LE B A ANMUE . 5 3t [
G 5L 45 i Rg 2H 24 rh v Ak, CD361) ik A MY
B MR e, WEAAREE M. W AR
[ICD361E 2 it 12 4 i A 3 S P2 40 Jf 36 1T Rk, 4
e B AR ERA. RAX AN M . R SOIR A
L TEH B ANBAH A, A 5 40 i 3 2L A b
By R, Eanie. S B, e
0. O L4 P (cardiac myocytes, cms). P4 &7 4 fifd
(endothelial cells, ECs) N Le4E0k b Jz A, BRI fd
s FEAH A Y 2ZH 23, AN [F] ) 40 i 28 Y 3B CD36 A
PITASIAL {5 G5 59 S0 o, CD364E firt 41 i 35 1HI ) 2%
T MR A A SR N R A . RARCD361 R
IRAE AN [F) 2H ZRNAS [5) 40 i 2 AN [R] 1), (R LR 2
R Ao A I A 4 R IR A I CD36
PG ot I B Bl S AR (R0 R RIS B 1,

UE4h, CD36id I BEAFAE T AR A Jot AT
P, JERT R JEif IS AR X LU 2 2 B] F AR
TEACD36H R N AT M 2UCD36(sCD36), B
WL R IN, sCD362 — K SIEMRA SR AY AR H K
il =, F HAE i MR 2 1R U B 2 Al R
i, MEprame. /NS Y R4 R T CD36, 1H
BARBE AL T2 — B 7,

1.3 CD36H)FRILIFIEFEIFF S

CD36R LR Z L. M E T &
Hicthk2 5 CD36R A A%, FE i ALY 48 5
WL 52 A (peroxisome proliferators activate recep-
tors, PPARs). CCAAT/ME5i 745 & 5 1 (CCAAT/
enhancer-binding protein, C/EBP). X524k (liver
X receptor, LXR). Z4%t X524K (pregnane X receptor,
PXR) M A5 5 1 5 R 63800 [X 13 (signal transducer
and activator of transcription 3, STAT3)Z5!'%, 41 #111-O-
B H i R S (1-O-alkyl glycerophosphate, AGP)
B o3 b Y - FLURE BESE & -3 (secretory Galectin-3, Gal3)
S8 I BUEPPARY FIICD36 R Kk, TG & IR
% (circulating osteoprotegerin, OPG) A %5 At /=1 % [ fI§
5 H (oxidized high-density lipoprotein, Ox-HDL)i# i
HHPPARYT T ICD36M)RIEY ., — LR SRNA
25 7 CD36/) KA I 1%, #] imiR-4668 HImiR-
26an] LA &5 & BICD361¥3'3F g 5 [X 11 #0 #1l CD361)
F5, miR-758-5P, miR-29afl miR-20a-5P 7] A4 &
2 CD36 /) 3'JEHHPE X 1M 4 il CD36 I 1 B8, —
BE /NIy 1245 S 20 b oy B R R 2 T S R
CD36) Rk A%, 1] /N BEfif(Berberine) A1 E HiL 7Y
U 25455 FIHCD36/1I3RIA, TMES 70 B 1)
KA AP Alisol BLABTT R 25155 T HCD36 /)&
KB M Ab, BT K IIFA L R 5T B/ R B RE . R
SR RS RS EEMETTL3 K 41 i 2 ME SR SE R T
1(cytotoxic necrotizing factor 1, CNF1)%5i8 ik A5 [F] Y
Pl 2 5CD361 £ £, CD36HREBMEC
AR SCHR[S 10 HE O RN

F A AR H ICD36-/E Y J5T I b 4k 1% IS A2 1,
X LB T CD36 A E L 8 A BTSN 5 A
SMHCD36 5 A R AN S A - Dhie. Kish
P 1098 75 1 B A0 A7 s (R i2ECD36E 4 fif fI5 |
(22, AN CD36 5 BRI 45 &5 24 iR AL AL
R (Thr92 F1Ser237) i 1 CD36-5 41 ff 4 Fic 44 11 45 &
AN LRARAT A5 (Lys52. Lys166. Lys231411 Lys403)
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The upper part of the figure shows the positive regulation of CD36 expression (blue background), while the lower part of the figure shows the negative

regulation of CD36 expression.
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Fig.1 Protein structure, expression regulation and posttranslational modification of CD36 (modified from reference [5])

SFCD364 4 2% T BE B M 36 5 Ty AN 720090, il
GE R N 3 R C A3 10 4K R IE A BT 45 (Cys3
Cys7. Cys464H1Cys466)# Ml CD36)5 i 5 fir AIFA L
HU 32021 24N AT 5 (Lys469 F Lys472) FE s,
CD363IE /K, (HANE I CD36H) 7341

2 CD36S5ARIEAENSHEFINEE
CD3641 3 E W24 Thie 2 FE BT FAS R BC
IR GEE. CD361E NFATR] LA £ R AR 201, B

5 FAs. BERY . Ox-LDL. Ox-HDL. BHES T
MBI A (oxidized phospholipids, Ox-PLs)®!, CD36
A s VR ) 52 A4 AT R 0l 16 2 2K A1 AT S AT A ) 4
JOBERS 2 BRI AR B 1 O o 40 S B GSIE J
2141 B 3R 11 % B B 1 PFEMP 145453473 /99 5 A 5% 431
#i 7 (damage-associated molecular pattern/pathogen-
associated molecular pattern, DAMP/PAMP)[fj 2 5
Je R AP RN P24, CD364E i R 52 4 m i
WIEPERCHR, W TSP-1. JEMFEE A AGEs M2 i ]
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Fig.2 The interaction of CD36 with its ligand triggers an intracellular signaling cascade (modified from reference [22])

AL ER F P2 (advanced oxidation protein products,
AOPPs)%5 P, CD365 AN ARG A4 4SS & J5 2 ik 240 il
WA 5 RN, 380 (1) SFKCRF 41 i 9 15 5 1% B &%
Tl Ve AN A (22 3R SRR AL B B O . AMPAHRRSE
HE WA VavE R E EAE), B4 TEAN RN R
AR5 S P S B (R AE S P T SRS 4 )P,
IEAh, CD361E Jyif I8 R 32 AR W] LA R T 1 A
PSR FI(WINKA . TLRs. #4631,2,5 XV kCD9.
CD8)EE B TEAFRMESE &Y, REHFEN T
RCAA ) 4 S fE 5 5 . BARME 55 S KB
AR SCERPICE B O 2 IR e B2

3 CD36EAEIHERFFHIER KL
CD36/E AFATH 120 L i AR 34, 1F Johsi ot

W2 Ak 2 5 41 M B . CD36MEZ 1 M

B RIUHOME. LIRS B 4120 P (O FASR B 2. 3%

PR, H e, AR I CD36 /R AA i 51 14
G o AR e itk — P R BRI R 4. CD36
TR B FE R . MIS S LA P 3 5 v i 4 1 32
YER
3.1 CD365RhiE

TENPIRL AL, $E 50 T B 1624 5 3 98 4H A
MC384 fizpJe 4 [rICD36 ™ /N B L CD3 6" % i /N B
(1) Jir e A S, /) BRUAF T N TR] BE G, CDR IR IR
T 4 A (tumor infiltrating lymphocytes, TILs)H]
JIE B S A K ST BEARR, SR e ) B BRI, FE I
IRE, B, B, s &P w5+ CD36
2Rk B IR ot e TS B2 AR AR, XL fip
Jei A i 5 R CD361 Ik 253 2 B ARG TE AR
AR K, CHUHTRI, CD361EE % Flig)
AR S EMEEK. Mk, iR &
2. LEEHUE T, m R AR 5T R i@ i CD36
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W 75 207 3 Srellig 22 T il ERK /238 i )
I, MR i HeLadt i ()38 5 AT #2276 B e,
CD36:K i i 1R e 2 N\ B i 41 i )= 1 i AKT/GSK -
3B/B-cateninifl B £ 1 B-catenink A4 H0A% , M1
B A B ) I R AR 220N B R A B T FATR S
TR _F I O- 2, I 5 346 %) B 12 1 (O-GleNAcylation),
1M O-GleNAcylation i 2K S i #% K ¥ kB(nuclear
factor kappa-B, NF-kB)il B& {i2 i3k CD36 1 4% 5%, & fix
LY A B A R IR IR 7R A e
CD36[13RIE J i 25 HE iR (free fatty acid, FFA)/K-
Tt e 5175 54 e 1) b B — 18] B % 46 (epithelial -
mesenchymal transition, EMT)% JJ4H ¢, i CD36
n] LA BH & 0 I FFA S 5 16 48 B EMIT, 1fil HLFFA
Al fe i Wt TGF-B{E 5 18 % 2 5 e 40 Mo 1)
EMTPY. CD36i4 Al i #0% Sre/PI3K/AKTYE 5 il
%175 F:mTORSY T 1 S0 o B AR, I 02 33F BT 48 e
T I AR KR RE 1 75 O S0, KA 17 40 P
75 S AN MR H I CD36 L J5 3 IFA I I, AT
e 33 5P S i R A i R U FE FLIRE H, HER2FH
P 7L B e 9 40 B 75 EECD3641 F I FA R I A RE 3RS
STHER2 4 1) 771) (4 i 245 #5255 30T 76 % 18044 HER2
WH VA 2L 6 T P 1 DA 22 Bk B 0 Dy R i ) 5
W67 Hh K ILCD36 1) iy 318 T 4 B 22 R 97 &L
R FEARSR BT, P MR A R i CD365
i 5 1) AR ELAE F AT g & CD367E I a7 Hh ml L5

CD364E N FAT )i 45 [ Jed 2H 23 HAth 40 ff £, 45
JR R B A PR e ik o 4 PR R AR R A . el
IR A 58 2 K U2 U 1) 94 200 M it o 22 P 2 2R () AR
P S (AER PR SRENIE FRELZ), CD363%IL b
VA B TR B Treg 40 BfLIE S e A 158, AT BE 4
iy FE 0 g 1 A e A A TR N o 56 iR i
TEEICDS" T4 -1+ A5 5T AR 2811 15 5 A o it S0 A
BRIE T 52 M CDS” TAH M & ¥ P s e 324, %%
LT YUMMI. 758 65 2208 4 AR A1 B 16 22 €4 3598 (1) Treg
I M RE 7 P CD3 6 o /)s BB B A8 7R /)N B 1) g A
KT, e 2 T 4 Treg 240 M N5 53 46 BORH 5 & FRAIR,
CD8" TILs/Tregi i U7 5 &y, H0 6 25 4 i P 1
B2, G B ERY . IR A OC BN i A T
Ox-LDL N {2 il & T PR J8REDY, et — 22 5] &
R An B R Ae . YEAE . RZBAER . MRAgh
LA (/)T BSORTAE e i 2 HE XS 7 7 AU v 7 oK

AT MR kA RIEFEF, TSP-15 Mg AH
KN KA M F ICD3645 & o 8 i WO I B 1 K 2
TR P P SO i) I - it =L R 2 11 ¥ -3 (caspase-3) R ik
T4 T 2o g T, R E T VEGFE 5 4t
I AR BT, [ ¥ 1Al CD 3640 il Treg 2t i 1 4K 5
&N R R REIR I CDS T T Pt yE fE /o 2
CD361E MR 1E T H B A2 6T J7 I, (H 2 ib 75 23
— B IRER CD36LE M A m At e H
3.2 CD365MIS

HH T 3B K P i3 5 i (non-alcoholic fatty liver
disease, NAFLD). 2%4# /K75 (type 2 diabetes mel-
litus, T2DM). ks FERE L (atherosclerosis, AS) &
RS W R RfFEOE R, IR 248024
DA b R4S AR I 5 (1) i 12 W I MISPel. MIS
() A 5 AR ZE AL BRI = g5 kBRI R hE
Ko CD36fFNFATIE M JAEMIZE. WRMNE. B
I 241 B 2 704 % A0 DL K% g B 25 HE Pi(insulin resistance,
IR)F5 4% 2 5 AR AR IR BRI A
32.1 CD365NAFLD  NAFLDs&—Fh ALK
4 i 197 P BT (non-alcoholic fatty liver, NAFL)3 41 5
4 B B 14 B %8 (non-alcoholic steatohepatitis, NASH)
()78 FE HEAT PR, SRR AR 2 H il = PR (triglyc-
eride, TG)7E JHF 40 B 7 i ot B2 AR &R, 9 HLOBE IR 5
NAFLD# A S W) 5 (K AE VD22 B R, ik 75% 0
2 HE PRI H % A NAFLDP7, NASH 2 i iF 75 4 5
R ANE S N I AN, JORE i 5 2 IUAE
JiR I 2 AR L G o AR A DR AR R A% 3 e T 4
AU BB 28 A REORT P J5T 9 A 5 R % 4B (R
REEE M) 20 Mo R 57 P CD 361 B /I BR AR IR H 1y
REO B 175 5 (10 i 728 1 Rl B R AP 55 i
PR b 28R UE S BN ASH & B H- 20 i JECD3 6 % i
B U v T IR R S R Al i D A e R, R E
CD36K 1A S I 5 NASHE & 15 =T, mifk
8 2R IMRE AR T 07 A8 P 19 5 2 AH OGP, B T-CD36
R 188 1k 2 2 A I A Y PN A A P A 2 T T R
PRI RO, A I 7T A 1] CD3 6 1) 47 A I AL AN AL
AJ LI I OE IR IR T A B B EUEE (AMP-activated
protein kinase, AMPK)if#H % c5 35 41 i 4 g B AR 3R, I8
A DL e 1 INKAE -5 368 B 0 1) 28 0 SR, AT BT
1E/N R AE NASHM . 40 g Hh AR 2 ) TGR YR 6
F5 Mk B8 W5 42 1% (de novo lipogenesis, DNL). Ifil 3¢
FFA [ A B € i 7 IR £ N1V, d5 30 (0 0t 7 o I
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JHF- 24 . 9 CD3 645 g &% 2% 380 ) e 5 i 5 3 ik & 0k
[A2(insulin-induced gene-2, INSIG2)JE il & & ¥, M
MR T SCAP(SREBP cleavage-activating protein,
SCAP)MINSIG2Z [A] [ AH FLAE H, d &k 1R i
Z/FHIDNL), CD367E NAFLDYR # i 72 Hh & 1%
(1) 5 BLAE F R BICD36 1 B ENAFLDIR T — AN H A
SEP R, (EE IR T ERANT T

322 CD365T2DM  T2DM#&—Fl LLfigi & B4 iy
AN VAT B BN R ZH SRR 5 25 AR 1 40 Wik 2
N AN JE N R AE AR PR 0, A JRE S T2DM =1 1
RS IR R, 2 AL R, A R B T2DM R
& 5] B 5 R 4y W EEND(AET2DM) i 35 5 /b,
T2DMAE B 3 i 5 rh CD36 ) %k 52 1 TND(E
T2DM)AE I 2, 33— B 5 R ICD361 it 21 T
BUBR B 2R 53 WA DY, R I R A A LR e e
FFFAZK - T, AT - S50 5 BAH 1f AR JR % 2% sk
A= AR R AR P T R, 2
75 5 R 5 BN B Th RE B AS AN 41 2R S EIRM . CD36
FEEIS AN SRR SR AFMERAEEA
V1) 5% HX 5 S50 T B i T e R A ETe v R 2% R BB L
i Racl-NADPHA LB S &4, S8 1R ik & B4 A
CD36[1) i i #4512 & ROS/KFH, CD36[1 %R 1E i
38T R 5 BAT AR I FFA TR S 5T 5 62 41 A i 75 7 1
KA, FKCTHIROS 51 28 R A T B [ A5 1 {12 335 Fi
IR BANMRIE T . Ox-LDLE i i i S5 W9 o2 8 % A
TR B 5 BB B DO RERE S RN L T2, BRS jE M AE £
fik(islet amyloid polypeptide, IAPP)ifH ik & 2% A 2 H¢
SN 2 5 BYI A E T2, CD36 3 il i i AR A i
RS 5HHIR. ARITHZHICD3650x-LDLE &
S5 53U 2 AR 1 (insulin receptor substrate 1,
IRS- 1) & fb, T Al R i 197 40 B 1Dk B 2545 5170
I3 H T = 6 FRAE 5 RF A« UL PRRT O JIE 256 T 2%
CD363R 1A L, MM FBUX LL T 35 I AR, 2%
51 R HE B AR 5 AP, CD3675] i I pA i
ThRE P S M 20 408 S PEIRSE T2DMR) — AN R, 1%
/N CD361ET2DM K % 3 et /E F

323 CD365AS  ASEBNKEERAT MR M KE, £
BUNRA RS . G 40 i i B A6 B o L% f
FETERRM . ASTERE PRI B35 R A IR RS A& AR 2
Y10, 8 4 AR L 42 1 CD36 mRNAIBIE K F
i B 41 B CD3611) 22380, Il PRAF 7T & B, CD367E
N Z515) ik o R R 2 2R [ A o v ik I 5 448 o,

oo H R AE M IIAS BT, CD364 ™ 5 1 40 i 1 42 3
%55 BV 4 7 Sh Bk R RERE AL BB i B 22, ASHR
TR R i 4 i £ A\ ot B2 I Ox-LDLAH iR
M i A7 951, AGEsil i {2 #CD361 7 [ Ox-LDLA%
ST o3 53 240 e ] Y60 3 40 19 3 45659 . CD36/0x.-
LDLA5 538 B 1 5 0 40 g 2 0 A4 SE AL B R A 3 Al
FEEERR, 1155 LR A ROSHEE NF-«B AT AL 4
DAL B A B, AT BIX 3 5 0 40 B 1 80 s 2 B30, 43
WA I 58 TR 734 2 78 3l ik 3 s HH 48 55 G 2 4T B i3
T BN T 51 R Bk 40 T BB kB 78 . Tsp- il i
5 CD36F1 TLR4 13 [F 4 FI /i 5 Wk 4 A )3 A0 A
TNF-aff) = 4B, & e K 1 85 ) A(serum amyloid
A, SAA)EIITLR2. TLR4F CD36%5 %4k % 5 E I
YA T 00 JORE BB, I /N 2 5 2 ik o AR AL
PRSI B JE , A5 BN kO AR 1 A0 B Bl 3 5
R MAR TE R BT CD36/0Ox-LDLAE 53 B A 1 1L
ANBOE A, SR 5 3k — R R 2 B ik o R AL 1)
A BRL 7, TR] B 40 1) P R 40 ) 2R R0, TRk
S M S L Y6 UK 41 R A0 IR TR S AS AH 5% 975 B
FHIEH 5 CD36 S AR i 12 A 0%, DRt id i )
CD36:5 M 5 1: 20 Hi A i /N AR P i S5 AR 18 7T RE A2 3R
ST ASEE ) JT A .
3.3 CD365LMEER

CD3643 47 I 2H 2R 7 1 A4 s 7 4 /£ CD36
2 55 35 ol I 075 () A o

B 17 ASHL, CD36IEFR M 2 5 HE R J5 0 L %8
(diabetic cardiomyopathy, DCM). CrHJLHE K SO0 I
I/ F3-#E7F (ischemia/reperfusion, I/R )45 Co I 97
(PR L 2 . CD36J2 ¥R 77 /O I 05 11 — A~ 3L AR
I g0l
33.1 CD365DCM  DCMHHE R i 32 5 1) 0>
A8 I RAE, VIUHH RS & fE. sl &5
JoR 5 Z NPT S0 WU B 3R A5 5 2 0. CMsiE =
PECD36# 5/ BRI H O IE FIFATEE A O LN TG
TR RO, E . R R I A
B IMAE_E R DCM & # CMs[ICD363 1A, 451 i ik
95 - BRI TR R 2K K B CD367ECMsH I
FIKTNJT L2, W R 7 1 1 A6 25 T Rt B ) s I
A0 = AR IfUAE 3 — 28 {2 HECD367ECMs H [ 3R ik
Joi 2 38197 vE i L E 2% R TR FFATE i 0% CMs
(1) PPARaIM 1458 CD36 1) 55 e 77, [R5 3 CMs [
v-ATPHE /3 fif T 19 58 CD36 1 Ji 535 g 1117, i3
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1L CD363% il CMs 1) LCFASRHL, 144 5 2540 i 4
JIE 5T AR BT 51 A 2 M A i i ZR AT, R LCFA
1 BEEAL = A 1K B 75 M 4 (reactive oxygen species,
ROS) &t — B R RAERI R A IEH W TR,
JiE I R AR BR 2 T B CMIs ) I J TR — i 2 -4, 5 e
O AR 5 T, ICD364F NFATECMsH @i &
AR At — PR

332 CD36hwaviRk OB TR0l ik
20 2 B SO A R 5 ) s 0 T R 3 1 A T g B
PO AR ARIE R, O ILIE K B0 fre B ke - L T
PO RIS S LA, 8 40 A EA O LA K 5 R 6
PR Z RN S50 S, s B O JUUAE K355 PR AL 7
HEA . A A O LR S B RA &
AR, CD36% H R G 25 T stk
O IURE R B A FE O, H T O AR 52 5 1S
RE B AR gD R SR B O T EL R S EE R
(AR, (Lo UL RE B A S 3 T A W I S AL R XS I fs
TR S AL R IR0 o s g A7 A Mo JUL R 4 PR AR L
HECD36 /) 315 S g B 1, 1X BAR W] LLg /b CD36
i IR AR R 51 R T, (EAR I o3 g1 O
JIE e & R LA AR B 1 B O LI K ) R e
F I B 95 2 2 B0 IECD36 1) R IA K iR 7 1
HURR 75 & F e PR35, IX 38 S T CD3647 T M AR
KGRI ARTE, RN SCARIE 1A B WUAE K Y
RERL LR, Joie 2 A 3 slm HEE O LB KR 5
CD367r L FARH R A K

333 CD365REI/R  OMEI/RZ O it H
o B B SR IR I R, SRS TR A R S 2 5 AR
AR AT S50 . i 1 (8] CMsfI CD 3615 43 A
I/ T EE S 1A BE MR B AN N AR R, (R I i &
B % 32 B H4(glucose transporter 4, GLUT4) JI& 43
AT 8 A5 A5 260 R P DR SRR R R 4 o, X A g ik
1 I HICMsTR e 2, [A) IS 51 6 B 48 i Joid Jog 5~ A7 2R
Sk — /b 7 CD361 i IR A% 12109, e S 1],
CMsHICD36/E 73 A 15 Ak TARIK -, X R REE 4 1
BENR ARG N AR R, H I S SO E TR AR LY
VA A5 I 7 2 AR A TE 5 A RO I gk s/, 45
HEIHE T ISR R A A7) Beabh, FEL DSk ja
FRREVE I /N B rp R 0 JIECD3 645 S M 91 ok /) BRUAH
BE 08 2L B 00 JIRE T B P A2 B O AR, XM 5 T
REAT 55/ JIE A A A2 ey K S ML T i 0 P PP 5
SR T KPR A R URIIEICMsFICD36

MGLUTAF) JI5 22 5 5y o7 Bp 1 o0 U JEG 420 FR) AR AR 4K
XA Bl 3 A o JE D A R AT
3.4 CD365H &R

CD367E N A | I 1R 20 435340 AN 20 i 4317,
B 7 =5 M. MIS AU I A 5 0 (1) 9 220 #2400,
CAWIFRY], CD36ILAENRIE B . HLE TR 18
PERRZEIRAT VRS LI 92 1 B v R 47 B 22 1)
EH .

CD36/E 0. . RIEAMM. LA
2 B B /NE B AR TR P R 4 A ] J 2
Wi 4 i 45 55 U 2H 2 A i v A AT X e i
CD36 5 A [A] i A& A 5 AN [R] (0 A= P 2 T R, 21T
FHHCY ML AR AR R AT /N A0 )
T2y B /N BREE AL A TR Jot 27 4 Ak o 49 T 2 0 PR
Vi 58 1, Ox-HDLi#Id CD3615 5 7 40 i 1 ¢
i S5 S ANE T2 CD363R s 1 51 & I iR AR 5= 15
3 R 2 R 0N A O 0 IR T R 2 BT AR
L4 (Ox-HDL. Ox-LDL. AOPPs 2 AGEs)ii
IECD364 5B /N A0 i U T B ] Jo £ 4k R0,
BEAL, B A 0 AR b Rk G R K TSP-15# 14 CD36
VAN = AN =l ol R D2 R R S = g1 D
L 15 4 g i 5 CD36 N A ' ] Joit v A 2R #JOx-LDL
T AR HE 98 RE Js 82 A 1) 5 £F 4EAL ™. Ie Ak, il ()
Wt 78 34 3% B CD3 6:tH 1o 41 1] 4 WL A g 17 12 AL A (Fatty
acid oxidation, FAO)Ff Il ¥ £k ki AROS 1) 7= A=, M
T AR 32548 PRI B IR /N b B 40 i HNODE 52 &
R [ 45 )48 HH 5¢ 2 1 3(nucleotide binding oligo-
merization domain-like receptor protein 3, NLRP3)
RAE/MAPIIE S, CD3 6 Ik A5 5 T RE TR TR
i I 3k S A B B U A L S 22 A K N A, AR EE NS
PR I FE, CD36 W] RE /2 18 1 B i AR K G T IO 4L

CD367E I 4IML. PS40 MR 3 b
(retinal pigment epithelium, RPE)4H g F11% i 1) 5 A%
1 W 200 i S5 A0 D) 2 i o kT, IE SR B, CD36
Z 5 7 IE WA O E B4R P (age-related macular
degeneration, AMD)F1HE JR T 4% X i 955 4% (diabetic
retinopathy, DR)% I 5055 1 Bt #2 . AMD4y
2 i TR AR LA A L S0 S [ AR AAE S AT B B
(bruch’s membrane, BM)*H' RPE{F/ETAIY) . RPE4H
Jg_E.CD36XT Ox-LDLAEHUAN & 7] HE 5 BUAF e AH 5% 1
BMHY 5, T CD363 5) 77 e . 25 Jak 22 e iR 7 A e JiE
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BV 9% Y ApoE /N B I BMEY JEET - CD36i i 4
L) (1 48 L 5 ATRPEZH JifL 5% 45 170 2 5 DR ¥ 9%
P FROT R ) Rl I 451493 5 CD3 641 3 Y Ox-
LDLAZHL S Ox-LDL A2 525105 i 4 () 41 78 i
A T4 9%, RPESH 45 177 55 CD3 638 i 41 I 5 45 ) 1)
PR A i 20 L RIOx-LDLAT 3 AR A0 I i 98 95 A D67
CX3CRI )RS 2 i < 5 FF W8 AH 5 IR I JIgE 5, g ile
W FRILCX3CRI™ /N BRAE R FRCD36 Jim REAI il 7 1%
FH OGO RL I R 58 R A=Y Ak, N B2 4 B FICD36
B 5 TSP-241 T (1t 1 A B AE FH FE 1k RS 5408 D)
JIES 93 78 () A L A

15 et 0 R AT 14 95 6 1 3 B A 5 B o B A
ARG AN Y. B FT R I, CD36Z 5 ffi# A ik
41 R 37 B R A 0 1 AR, 3F Hod g CD36-1% K 1
ZL40 il &R 24 ¢ A7 2(nuclear factor erythroid 2-re-
lated factor 2, Nrf2){i5 5 i 5 il 7 W 40 o (e i e Y
o B R P BRI (Alzheimer’s disease, AD) s ¥
RFAE B 475 B-E B FF 22 H (amyloid B-protein, AB) T
P28 i 2T 24 28 45 M 22 OE, CD36/E M4 T
/NI T 20 L R 5 0 A e A ) 2 T o 4 i 5
i 25 2R 48 Jfa o 23k BF SR &K I, CD36Z2 5 ADH-
RN RS . U FARTRMEAE ], AP IS
HEANRE A WOX-LDL). e id E b s 4k

455 CD361M 153 )5 HAEAD B E R AR,

4 CD36%E S 1Eff 254
CD36[K1/N3 T 254 15 CD367E 254 i 5 B 3

5y, FEAFECD36Z AR5 HLHFCD36R K. CD36
2K HE BT A AE S5 ArCD36J5 A FH W 40 i 1613 5 %%
5, CD36ALARE 35 4 M 25 A CD361M 1| CD36 5 £t
TRECAAR (1 45 & . CD36[I /1N 43 1 24 3 NAE LA A BF
(hepatitis C, HCV). MIS &0 L B9 R 32, 254
Tk K 2 b T AR B, A HO LA I R
AR B -

CD36 K43 T 2454 LATSP-1254L4 K 5 BE v [ 4t
P, T NE S E IR, 29K 2 AT I PR R R
AR B, 1A 1 TSP-125 U ABT-510 2 58 i
Il RIDH, 11~CD36%2 444 H11IFX-5AFI1NTSP-128
LAYICVX-04540 TG RI . EMIRIRTT H, CD364L
i I T HECD361 5 1) i o e H iy 00 it Jie g 0] A= K<
FEE R84 45 HfF 5T 32 B, PD-19A 1 g #3RCD3 647t
PRTROBIHLIIR S 8324, i H CD36 7 CDS™ T4 i
Tk kRS AR B fur 8 /)N BRI (RIS 45 25 PD- 1 AP e 2
& B PURT T RS, (A, #E[MCD36 1] RE A2
R AT B B T VPR T A A ROR g . R
LS5 T AT I PR A2 PR ET A BERIC D36 TE R 24547 o

1 CD36HYSEE 25 (IR R Im AR AT ER)
Table 1 Drugs targeting CD36 (clinical and preclinical phases)

s eS| e SIUIEY T R SR

Code name Product category Highest phase  Condition References

ABT-510 TSP-1 mimetic Phase 1T Cancer [73]

CVX-045 TSP-1 mimetic Phase | Cancer [74]

FX-5A Apolipoprotein A-I mimetic peptides and peptide analogs ~ Phase I Asthma, AS, cardiovascular disorders [75]

MPE-003, GHRP derivative or analogue Preclinical AS, AMD [76-77]

MPE-298,

DBG-178

SSO Sulfo-N-succinimide oleate Preclinical Cardiovascular disorders; [78]
HCV

ELK-SAHPs Apolipoprotein Preclinical Acute lung injury [79]

ABT-526, TSP-1 mimetic Preclinical Cancer [80-83]

ABT-898,

CVX-022,

3TSR

deg-32-106 Murine monoclonal antibodies Preclinical Fetal and neonatal alloimmune throm- [84]
bocytopenia

Unknown Human monoclonal antibodies Preclinical HCV [85]

GHRP: A=K F R AUk .
GHRP: growth hormone releasing peptide.
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5 BREERE

CD363 1A I 40 M 7 1 A2 2305 7 14 /2 CD36
S EUA R 20 i R0 A R 4H 2R S ) SR Atk CD36
IRIE I SR, — St N7 RS
B %, CD36/) BT 44 A 2 5] E4n st
WS I B R R, AT HE— 28 5] A R 2R )
IR . fERT AR e B BR A Ox-LDL#E
WCD36M R I F it — P PIE BUE S 5. EMISH,
e OB s I T v Ji 5 3% I oA &5 B 455 o B b i
AN TR 41 ZACD36 1 3R IK 1 75 R AR T I 48 E, 1X 1 2
NAFLD. T2DM. ASKJEREH & K&, FAF It
RIWER . fEO MBS, &R, & &
ik & 2% IILRE 55 P4 52 00 3851 R 0o LRI I 45 CD363R 1A
VA, FEELFTREC I ) R AT, AT
PR O S ME R R . M2, CD36/KIE S
A0 R R R . MITS %O I A5 S5 505 1) 0 B il
CD36/2& V6097 X LEB i T8 7R 58 A o

EFXF CD36M L 5% . B G 15 1 e I % ia
SEFRIE VR TN A B 51 2 1 00 U 3 B P
DCM. 0 I BB K RN ZE 38 K I/R %50 AR VR I T
(/) — AN J7 )0 ) Bf B MIS . Bl 98 & L fhCD36
F B S E IR N AT REVR T R I% . TECD36 T 11
A B M N A5 5 5 5, SFRO 35 Fh R T 2800 2%
(MAPK. AMPK } VavZ % i H 55) 22 R 5 AR 228 5
FEC 5P AT M e B HP R A AR . AL, i
SZECD364 5 A5 5 e 5 1T 38 G A L 14 448 it s 2
AR SRR . MIS A I S8 IR ¥R T 1 53— A
T Ak, I A CD3 64 52 m JE ALy T Al 4
REVRTT PUMIRTT R S ] R 2 3R EMIS 2O I
IR T BRI B — AN A, HH TR E 2
W T . FHAS BE 2 XFCD36LE AN [\ 595 1 70 1ML
FIRNHT T, $ERCD364 Al fE 2 N AR R IA T E
Y IE ) EETT
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