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The role of CD36 in inflammatory response and lipid metabolism
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Abstract: The cluster of differentiation 36 (CD36) is a highly glycosylated single-chain transmembrane protein
belonging to the B type scavenger receptor. The CD36 not only identifies the “exotic”’component to cause immune
response, but also regulates a variety of physiological and pathological processes. As a TLR4 co-receptor, CD36
recognizes pathogen-associated molecular patterns to activate NF-kB signaling pathway, which regulates the natural
immune process. As a modified lipoprotein receptor, CD36 induces aseptic inflammation and lipid metabolism
disorders to promote the development of atherosclerotic lesions through MAPK pathway. As an exogenous long-
chain fatty acid receptor, CD36 regulates the energy metabolism and lipid accumulation through the AMPK/mTOR
signaling pathway. In this paper, we reviewed the molecular characteristics of CD36 and its role and mechanism in
natural immunity and lipid metabolism, providing a basis for better application in biomedicine.
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Krieger 5 ™ MR 4 3L 1 51 R0 25 44 2 0K H 40 WA
R, B LN A~H v 44 5 Ja XORIE &5 ML)
FIRESN N AT FE 10 AN T 2017 4R 5, EIE
NIAID H1 NIH 4143 5 4> [E 5 15 A7 % 50 75 TE R
Z A5y N SR-A~SR-L 11 M, 3L SR-C kA B
JUREAT, HAR OSSP T A, Hh SR-B R A2 ME
— HA RIS R EIZEA, 45 SR-BI (SR-BI B¢
CD36L1). SR-B2 (CD36) 1 SR-B3 (LIMP2)""*",

1 CD36EFH K CD36E BB FIHIE

NZ CD36 FRAL T35 -5 etk KB q11.2,
15 MR TR, K 32kb™, ORF Jy 1419 bp,
Gatidh 472 DR FERRTREE, TN A AT TR RN
53 kD, CD36 & —Fi L IfeiE H, HAMST
JoR 2 T AT i 2R T e R A A A, 4B S AR R 4y
F IR BN 78~88 kD A%k PO H AL, CD36 k4%
FIHAB KRB S5 1806, HABM SR L Thieg,
11 CD36 N- WAV 5, 2338 I 2 Fh 4 j o) A 7 B2 (1)
W B R 5 fE /MR, CD36 #E etk G, 2
P Foxt A Wi RR MR B S A2 P K 1 B, 1%
A G5 B N AN DX R 3 A i 41 P 5 3
(COOH- #& ity )+ 24 3 A Uiy 20 M J5 380 (NHL- £ 3ty )
PR R X DL J— AN Ah 5 i 38, Ho COOH- 2%
Ui E 2 MR AL A7 S5 RN 2 A2 RAUAL A, NH.-
ity WAL 2 AN AR R A AL 55, T 3K S A R T Ak
(1) A uiig 5 CD36 & A 75 M55 I 2% b A 5 SC B (1 1

0O mEwts
P OBRMLELE

O0-0 —uw=
N\ st

iU bk A — A T R R A 1 R B g K
FIRGER], EEHA 3 X EE, 10 MNHEREILAL A,
2 MR AL R, X EARANAT R ] BL 22 B A 4
J S AR M BAE ELAE i S A P s SR A
VRGN EAIRE R E A (oxidized low-
density lipoprotein, ox-LDL). T 4Hfifi (apoptotic cell).
I /N AR 2 B 2K [ (thrombospondin) & K 8 g i #R
(long chain fatty acid, LCFA) £ """, CD36 & B
B WX Tl 58 55 22 P C A4 45 & B Re R i 411 245 1) Jk
(B fios 7 H AT Re BT 2 R Re .

2 CD36EHRITNAE

CD36 FEEEE WA, HRULI4M. B4,
O ULAR AR /N BR DL R BT 41 R 38 SR ik B,
A LS O AN A 2 AN N IR B ME I EO . 3
B E =8 i JEAH 9G4 75 2 (pathogen-associated
molecular patterns, PAMPs). N YR 4574 /& 16 4 (an
ox-LDL) 1 LCFA", Z Fifid k5 CD36 # HAEH,
B RANGETES, SIREZMAEYFRN.
2.1 CD36EABERZHERREERNPLIE
ER

FAAZ /1 2 PR T JER A A 40 ) R A T B
T G 5 BN R e S A, IR 5 R B g I B 7
ELY M2 ) PAMPs, i #F £ 2 1 (flagellin). ik %
B (peptidoglycan). JizZ §# (lipopolysaccharide, LPS)
4%, [A B}, Toll £ 52 44 (Toll-like receptors, TLRs).

COOH

(DF>2 3759

E1 CD36ERMLEHIREE
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5 T8 R 2R 5 2 U] 1% 28 PAMPs (1) i 78 35 1R 51
24K (pattern recognition receptors, PRRs). JHiH K52
& CD36 Bef% iR 7 2 B0 IR A=) S FL gy, FF
5 2 3 e R A P R T AT AR A A AN e T 1
TEF W f, croquemort(crq) J& T CD36 X% il it 2
o AW (crq) S AR R, fEiE N
AN AR AN BRI R KA TR, & T EA AL &R,
B AL o crq £E &K S5 44 | 5 Toll #1 IMD (immune
deficiency) 15 5 il B ¥ [FI4T(E Dh g, 36401 Toll A
IMD 1] 3 — B B0E % K 1 «B (NF-kB) 4% 5k 1
Relish, M7 3= 5 A B 4 A e 52995 S i U7
FEZR =, TLRA/PI3K 15 5 a8 B W) 2 38 i o R i
FE CD36 Bk, 3k M4 = A% 40 i / B 20
ML RE ), (RATHZS54EI N1, BUINsR f%
BT AHIRE /. B 1 b0 o 20 i i) &6 B 58 J1 46, CD36 ik
Z 5 LE0E A B AR EHE, nsRgn i i A RE ) 1,
M LE S5 A% / W 4 T R S A 0 AR R B A
DAL bR b R $E AR H

CD36 AMYAE Jy Bl 40 A =GR ) 32 44, A 2
A W AV B A0k g A, 3w AR 1) A 90514 e A
WPH T RIRSESN M. ox-LDL %%, I 41 fifa 25 1 3£ 4L
[X-F 1 (cytotoxic necrotizing factor 1, CNF1) &b # /)5
FELWRZH il K L, CNF1 8 5618 0% Rho GTP [
Cdc42, P#fk CD36 Lit#% 5 Kl F LXRp F1 C/EBPa
(IR RIL IS H BB FIFEE, LU CD36 %
K, B A ST B FE A TR R A L S i, SR
e R i R A ) ) 7 B S S v T LA 2 )
CD36 iL A F A% 32 AR (Nrdal) W 175 3 A Wk 52 44
(Mertk) (1%, 208k 70 AE G BRI FE 1) 0
JULZAH P A o) B SO A8 2 T RR S RORE S B, FFREAT
M . ghah, fEShRKSE AL, ox-LDL 5
CD36 A LA H 2 Wi B WE 40 i) NLRP3 28 1% /)M A
K MR RN 7RIk, R M AO0E 1Y,
T ARE AR WA 2 T2 B0 ok ok o A8 A B3t ke ) 2 22 R
Kz —. Bk, 28 Eprik, CD36 5 AN ECAK 1) A1
HAE T e il R A R B 1 90E ] B, X RN T
CD36 fEAERF S fas h B 2
2.2 CD36{EARRERZ RS SRBKIHERE LA R

20 2 70 FE4R, Goldstein [ PATE 5256+ & HHL,
1518 R 32 R 2 5B ox-LDL FF4 5 B 41 B 2 i ife
RANAL, SRR AR, s bk AR AL
H I, CD36 55 & A 2 [ AEH K &% 2 K.
2018 4F, Yazgan 2 " IE B A1 A AL A% 40 B 17 3 ik
BE 32 9 % B ox-LDL J5, CD36 {314 & Ff =,

1M H. CD36 A2 47 S it 47, 24882 A & ox-LDL,
DA A, [RIES, 3 4R A A i 3 i A 52 A
v (peroxisome proliferator-activated receptor-y, PPAR
) BYAZ 21 1f Bk AH 5% [l 7 2 (nuclear erythroid-related
factor 2, Nrf2) # 0%, xif— it CD36 ik,
IR K RERR AL G R P02

K44 H% RNA (long non-coding RNA, IncRNA)
225 CD36 f& Ui & Al A2 v i) — 28 H 2L
. RN B 40 A Rk IncRNA NEAT1 Al
HOTAIR [J#IA, 45 B4 14 Jllie it 42 ] 755 miR-
128, miR-330-5p JIi] CD36 21 AT i 41 i JE il
T 3 2R A W B R T M R A R PR sE e Ul B
CD36 ikt &5l mEma ", ik, wr A
CD36 EHLAAR H S AZ AR AE — AN AR A A I 30 ) B £
KB RFTFER, 2w CD36 55%E A2 M%)
(AH AR FH G 28 R T R iE 28 CD36 55 if i Ag i
FEMBCR . Rk, 7SRRI CD36 B K Rk
RV 5% Jg 7K P32 CD36 & 1 RS P M 2 & 4%
B v B KIS R AL (1 Seicidm i 1 02,
2.3 CD36fEAINEKERIFERZ AFEEERE
ERI P & EER

CD36 B T AT “IEE R Thaest, 1ER
LCFA ()2 R filiia 25 46 fe AR U ol AR . 20
28 90 4EAR, B FATR B vl 1 5 15 7 40 i
BHURITRA R EA R, HHEEAZIIRRE
[ CD36%", [ )5, 7F 2005 4E1f, Laugerette 25
FRAEH] T CD36 5 la Wk ot B 32 ORI o JE JHE K Bl
CD36 b J5 A Fi i 5% ‘& & LCFA B, RIS
T AR T BOR o Wb R A T AR P R
e i L PR AR JK 95 ' o A 3 1) B A R b T e T
CD36 [ FRIEEIGIN. AR R Ak 2 2 40 i J5 & R
CD36 b i F 1k I i3k I AE 2 40 it v N 4H B o e ie
RN, s SRR . ROS P AE TN T,
B Y. R KCOP A & b L i AKT-PPARy
[FI7KF, fRiE CD36 ik, LA NS /)N e 4 i % Ui
B NR TR A L, T I fal 248 e mh £ A B AR S AR
TR PRI B B R B, XS AR R A i
W11 CD36 X Jlig iy R 5 B A g AR ok 4 1) B
CD36 b4k G i 1) 127~279 S 3L 51 I A /&
LCFA (5407 5. 1 CD36 FASAT 386 J i) 577 N- i
Pk & i A% 5% #1 E 7 f% (sulfo-N-succinimidyloleate,
SSO), JEiLLEA Lys'™ £ s 042 CD36 B FH MR M
T 5 2 3% I M I 4 B oxsr IR I 2 1 458 B % i Joit AR
% P, LCFA R RER™ AN EEKY), CD36EH
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PA{E 3 LCFA TENE M4 AF4nfe. O AE 8 L
i A M. Rk, CD36 #ih N s KR
TR 524k, FEAE B R AR SR S Ak iR S A .
IR CD36 & i g i i pr 6 75 19, (AR A TE
Z R b ASBERf € CD36 %} LCFA [ 5 AL ThBE,
X—E5RIe A fritt— 2l B, {H CD36 1 A 4NE
LCFA 3244, ke 2t g o1& R i D Re 1R AE 51t
REMER.
2.4 CD36HIHE fbIheE
AEVFRFBE, CD36 EH LI H 1. & ik
RIS RE . 1E Args (—FOCHER) MR ) B
KR SR AN, CD36 RiETH&, HERETZL
fI g A 2 B3, #F HepG2 A1 Huh7 48 g v i % 34
CD36 w LAFH Wk ; MM CD36 2t unc-51
FEE WS B0E BEE 1 (unc-51 like autophagy activating
kinase 1, ULK1) Fl F BAH G 8 1 Beclinl, MM 5
NI B R B R P A A B- AR, A
R s g AR B, AN, IR I R IE AT DA E i
CD36 % ROS /=4, 41 LCFA it CD36 L ifi%
A0 R B T 40 B s 4k B 5 AR AR R JE 1k CD36 1
SR 20 A g SR 4B, ROS 7= A A 4 i T 4 B
B/, CD36 Z51EliE %S ROS F=A bl /E
BURI A S BB M ANE 2, 29 NIRRT
{iaiNE Y 18

3 CD36KEBEHIESIEE

3.1 CD365TLRs(ESiBE

Toll FE5Z 44 (TLRs) /& PRRs F M 5, E/EY)
HiE BEORST o TLR4 2 AE N SEH R ES — > TLRs
MREA, RIAIEYIMELRE B, & LPS ff) ¢
Z Ak, HETHFFE A, CD36 nJ LU B TLR4 ) [H]
5 LPS JIE 5, WITHERE /4L K7 88 (myeloid
differentiation factor 88, MyD88) Fll i J& 3K AL [ -1 52
YR FH SR~ 6 (TNF receptor-associated factor 6, TRAF6),
P NF-xB fIGE 2L 1 1 (activator protein-1, AP-1)
SRR, TS 40 AR IL-18, IL-6. IL-8.
TNF-a % 4% i K 7 "2, tb4h, TLR4 i 0] L5
PI3K (phospholinositide 3-kinase), /% ¥ TLR4-PI3K

GTiE, L CD36 BRRIE, Sadkisft CD36-

TLR4 E5W Y, &, s )ash— /AR
JiE SN, T BR AR B0 SR A A A
3.2 CD365MAPK{=SiEig

22 24 i 3 Ak B 1 U I8 2% (mitogen-activated
protein kinase, MAPK) Z 5 41 jfg H £ Fb A= #955 21 1ok

IR IEETE/EM . MAPK KiEH & 2 FA T
F=H, HAPRAMET R QBT (extracellular regulated
protein kinase, ERK). c-Jun % %t K ¥ ¥4 B (c-Jun
N-terminal kinase, JNK) I p38 /& 4iff 70 ) 72 Al #x
LR A, B KT YoE T ISR
I AR S5 530K, CD36 W] LUJE o s S 4 8 JR B
IS5 1, W ERKS, {2k ik, HHLH
& 0x-LDL-CD36 J#id 15 57> 1 Src #il#f. ERKS i
AR 3 A2 6 75 % T Ik 22 24 B2 (phosphatidylserine,
PSer) £E Il /MR 1T 55 5, B = k1Ll 5 25 W
LA, AR A, Bk R B,
2016 4, Wang 2 PV ZE M th & L T ox-LDL/CRP/
B2GP1 H &%), H b ox-LDL ¥ Hfa g, %E4
Yy il i $2 5 CD36. ATP 45 4 5% 1 ABCAL % 4%
SRR IL-1Bs TL-6. TNF-o fI3RI%, #4i% p38 MAPK/
NF-«B {5 5 i, 755 B W0 A g BT AR SR AN 2
S FIAREFARN], Dhfe ki /2 R & R
5 1 (dysfunctional/proinflammatory HDL, piHDL) A
DL PPARy Ml Nrf2 KiA, (%55 T piHDL (15
W 4 K 3k ik CD36 & [ I A s MAPK ERK
A1 NF-xB {5 53@#% ", ASUEBEkgn . sk,
B2 17 11 %% FE s 25 1 (enzymatically modified LDL,
e-LDL) i 5 CD36 J2 ABCAl # ik, I & ##&
TL-8 A1 [ I 40 i 4 1k 2 A 1B/ #a4k A7 (MIP-1pB/
CCL4) 70, [A) IR 0% p38 MAPK {5 5 1 i 5
R H I JE SR M. CD36 ] LA £ R A 1 fiE 2
EYER, FEURAUH ZEELFN 2ERE B 175 0 L
R (3740
3.3 CD365FAK{ESEK

7 [t BT B (focal adhesion kinase, FAK) #& —
ol Mo 5 AE 52 A % R BR B, N 3 FERM (F for 4.1
protein, E for ezrin, R for radixin and M for moesin) [X.
R OLIIREE, AR, WG RE SilgE
—ANEIZEWIATHE T, 5HRITE. FRAREE
FKo 1992 4F, WKL FAK #2558 H Sre F R B
fi§ (40 Lyn, Fyn)™, M. CD36 55 FAK i3 (¥
[8] 5> ¥, #4 A CD36/Lyn/FAK 8¢ CD36/Fyn/FAK {5
TR . 2 EEGE A2 2 A SRR (40 ox-LDL),
CD36 x5 315 54k, FEUR AL Sre Fillg (140
Lyn 5% Fyn) (13540, 3305 FAK™!, CD36/FAK {5
o I R O HE R R T IR T S i
8, [F R AR S I FAK 36 2 it — 2D es WLsh & A
MREH 2/3 (Arp2/3) H&Y), HwmlshEE RS,
] R A T A% A XAtk T2 4, A e R A
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3.4 CD365mTOR{ES &R

I LB H IH 8 R ¥ ] (mammalian target of
rapamycin, mTOR) /ZIF AV Ser/Thr Bl EH, J&
PIKK (phosphatidylinositol kinase-related kinase) #8 %X
T, E R 45 20 0 19 B o R R A A% O AE . mTOR
TERPIAANE ¥ T e 2 &4, mTORCI Al mTORC2,
FHor mTORC1 X555 M4 1) 771 rapamycin 85U, 1fi
mTORC2 AHUK. — B2 55 F7 BE 15 5
0, mTORCI gl 23 3% 4k 5 il &% B 44 2 B S6 iy
(ribosomal protein S6 kinase, S6Ks). F 4% Bl 1%t Uf
Al 4E 454 2 [ (eukaryotic initiation factor 4E-binding
proteins, 4E-BPs). HAZHLHHK T 4E (eukaryotic initiation
factor 4E, eIF4E), 5l K55 BN, RIFEDhE.
AR R BEAN S (LFS) M /NS, P ELWEE ST
JIEH CD36. PPARYy ik S JH I IH [ 15 A= ) B
m, HAEREE LFS 75 5 (1 IF mTOR iR 1L, #x
2 BRI 15 A5 5 e 3 R e M 4 B B By R BURR
PERRAE S, B ISER (palmitic acid, PA) ZbFE A 5 44
Ji KN BRUH I ZEL 24 AT ARG mTOR A5 538 % M $d i
CD36 FIFR, wmALIRAERER Y, JOER K
Al LA I 0% mTOR 15 5 8 %4 = I CD36 1l
BERCR M M, mTORC 5 5 1 30 57 75 A 25
For] LUAMHIFAE CD36 BRI EERCR, i M i ™
XUeLERIEIR T CD36 il mTOR {553 7 A5 AR
IR
3.5 CD365AMPKi&EEE

AMP- JEAL R AT (AMP-activated protein kinase,
AMPK) J& — P i & LR ~F IR 240 1 A e IR 45 119 32 2
A% . BE MR (fatty acid, FA) AEili it CD36 i
JiFEs B1 (liver kinase B1, LKB1) /5 AMPK g
tbo 4kifi, f# CD36 5 Fyn/LKB1/AMPK J@#, Jf

HREEHERE SV HRATHEIIRE. WK 2 P,
LKBI 5 AMPK #fih, 401 AMPK 354k, MM f&
AMPK fR¥r iR BARES. MEE SR FASE N, 5
CD36 &4 [f) FA i Fyn, %[ 1Ml 5530 4f LKBI
B 2308 WA T AR W 5470 ) 3485 LKB1 BERRAL, B
J5 LKBI1 8 M\ 20 0 4% 55 45 21 40 il 57 JF & 4 i 1k
AMPK™, W\ FA (1SR S R B, 3%
fhi%) AMPK 43 324E 5 £ 1) CD36 1EJi b fir £,
RAFERFR R

4 INEHRE

gk bRk, CD36 IMusM st & 244
figl, WS ZME ALY, Xtke T H IR
2 . CD36 fREX IS 5@ % 2 5 KO0E i S A
Ji AR 3 1 ML U5 95 F ] 3. CD36 4 B TLR4 LA
MyD88 4 i 14 i 15 I iif NF-xB, ff AL 7= A= % i
SR 4 52 B A FURTEN (& RIEIRE ),
CD36 &S5 595k, i) CD36/p38 MAPK., CD36/
ERK MAPK %55 538 P& 4 W0, e 26 51 & e A
AL JE NI KR O L PR 5 CD36 ik Al L
% mTOR. AMPK {5 S dik, 1Fsk | HAER &N
R BT R AR R R AR .

CD36 1) Dy et 5t 3 L4 v 72 0 L 3 W J5 A
WA AMIE R 5 R i S R IR AR &5 . AR
MR AR, BT “THIER” MBI TR,
CD36 1F 52 A T KB MR 7 R 15 = 1 4 240 L 7 T
AR FHPTRESE B 22, e mT DL I 348 v 4 i P i AL
ROR, T AS AR T 5 Ak e 3E 1 Ok in s 20 A 40 Bg B
R 5L CD36 n] g1 i 75 & A8 G 1) 4i i 5 5
SR, (e R R, (H B AR T HLHIEA
HAE. BhAh, CD36 2 5% AR 3 ELAH 5B

E2 BERAEEXTCD36-Fyn-LKB1-AMPKE & 4601 B
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PAE R BL

AR P E I RO RN, T A EAE R T
PURBE R e e tion . i) DUl 5T R 7 s
HUARACERIRAS B il 5 3 B0 R o A A S ied SR e
Pk RAE S, MBS SR a1k, Mt
WHIt. 244K, CD36 ik B {E i i) A 52 1 15 Al
WREWIT .
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