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[ ABSTRACT ]

inflammatory response;

oxidative stress; platelet activation;  macro-

CD36 is a multifunctional transmembrane glycoprotein that binds to oxidized low density lipoprotein to in-

duce monocyte transformation into foam cells and promotes the formation of atherosclerosis through inflammatory response,

oxidative stress, platelet activation, macrophage trapping.

signaling pathways can significantly alleviate the severity of atherosclerosis.

Inhibition of CD36 expression or interference with its associated

In addition, the high expression of CD36 in

the tongue, nasal cavity, small intestine and brain promotes the body’s intake and absorption of lipids, and increases the

risk factors of metabolic diseases. Serum soluble CD36 is found as a component of circulating microparticles and may be as

a predictor for atherosclerotic disease.
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Figure 1. Structure of CD36 protein

2 CD36 Az EHL X &R

ApoE BB /N ER CD36 J& , 3h ik s A i AL s
AR TR 5 A e RUERAE W A7 /N B W 4 e =
CD36 i 3 sh ik it kb i A 2D 88.1% , 11+ 4 g
MBI 2.11 /5 i CD36 A S0 F W4 e
FEEL ox-LDL JE A3 AR 40 K 24015 60% ~70% ",
Febbraio %57 # 18 , 5 %F AL HE CD36-ApoE XL H
e/ IN B Bl Ik 3 T AR B 76.5% (P4 5 IR
), Bk SE S m AR D> 45% (IEHIRE) . R
M Moore %[]O] PO GE SRR E R Z K A
( scavenger receptor A, SRA) fll CD36 Z K& T
%) R 5 16 HUJT A B 1805 v I I A /) B 3 ok o A
fififk, SR CD36 Fl SRA WU A {5 1 4 it SR 42 Uk
D AHFE S PRERGIE N, XA RS T s s Al
AR, B3 S 56 Bl ) A (] ) 35 R S 0 3 PR 4l
T3, BT B Ik ok A A Ak R 18 M S RN B, FE
AN 6] B LAA [] F 328 2 3 e AL 7 A () ) A D

P TR AN [] R G 708 52 7T REAS B Y 2518 A — B,
WOPR A BRI ARG E A RS P 1]

3 CD36 £ 5 f5 I ¥ S 18 3 Zh Bk W TR 4L

R MUAE 25 5 % 1 2 ko e 1 46, CD36 3l i
FEH LCFA Fl ox-LDL 25 5 A0, 15 5 B w40 g
HIRAL 20 M 08 T, 78 A0 R 2 2 b A 0k S fhk o B
WAL S4B A F 4k . LUF B S ox-
LDL 5 CD36 s ks e 4k i AR ELAE
3.1 CD36 &4 ox-LDL T+ ShRk s EmE{L

Bk E R AL R 5 B BT AR 2R L AE DG (42 1
A5 R S PR P , A2 U ML A8 5 975 1 &2 7 6 A1 1=y A
TR FEZFE T FHEY ox-LDL 20 I8 5%
Y FE AR R B g4I CD36 454 ox-LDL MM
P 1t 3 Jik s R A AL T R 75 T R RE R S g,
TR AN I B2 o ok o8 A B A 1 400 s B Bt A 4] 52 4
) PR 2 B T3 Ak ) 4 % 1 288 R 2 1 R Ak R



CN 43-1262/R " [E s fikalifb 44 it 2018 4F55 26 #5575 7 # 751

M5 1 &7 Jd ot S 200 AR b L 200 i 21 52 450 N I, SR
bR e ) N A SN i IR = |
Jfa it CD36 $HL ox-LDL, H- #4075 i STk 40 il 1 44
B 3005 A 22 Ky ( peroxisome proliferator activated
receptor v, PPARy) 7E54 587K 175 4L PPAR+y, AT

BizdmR @ f

B 2. hRkEE @ AR = E

FE I —AN E B3 CD36 ik, 175 5 10 7Kk 41 it I
LI TR 58 4 L PR | 37 14 48 (reactive oxygen
species, ROS) Fl 4 J& & H i, PRI AE O (K
2),

MR 4R

¥ ELNFM ST
N BRETF
¢ KERTF
Y CD36
ox-LDL
¥ R

Figure 2. Schematic diagram of foam cell formation in arterial walls
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Figure 3. Schematic diagram of macrophage scavenger receptor CD36 mediating ox-LDL uptake and related inflammatory

signaling cascades

FcRy CD9/CD81 CD36H R E HE{F

u = KL

. NADPH AKT
Lyn%iﬁﬁ ,:AK i MHC- | Aﬁ?‘iﬁ‘iﬂ’,\

[31/[32%'“%[’:1

IRGMA1 / /ROS
AMPK
Na*/K*-ATPase-Lyn ~ PISK
g5 SHP-2
g \
\ E IS 40 f AR id T 2 Rac1-GTPase
E % 40 AR T 3 ) /’
\ / Wip1
E 1% 20 A 45 3K

B 4. ErE iR B R IR R R S A

Figure 4. Schematic diagram of regulatory mechanisms of macrophage trapping
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