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[# E )88 FITEMHEBUR 36(cluster of differentiation 36,CD36) 2755 5 T AR HIRE T M HepG2 MMIRAER T, 773k
#5F HepG2 £ HA 7] 1t B B9AZAH 18 (0.00.,0.08.,0.16.,0.32.,0.64 mmol/L)ZbFE 24 h, {# FHSEAT 3% & PCR ikl CD36 1
RAEHTH) mRNA FikAKF, Western blot Kl CD36 FEHRAKT, SREFIFH/ RNA THEAR  #EKFRL CD36 &) HepG2
48 (CD36RNAI HepG2) FIxt B4 (NCi HepG2)H R, 1813 SLH R YEE B PCR ArilAFANER 5 5 /Y NCi HepG2 F1 CD36RNAI

HepG2 R IE R FHZRBIE N , 5ICH4T DCFH DA TN TE LA & &, Western blot Ky Il 48 BEAX P9 A9 1% 5% 5k A 7B
MEAFIAKT, SR FEHELREY IF HepG2 41ME CD36 R AREH T—RPJEIRFLE F—o (tumor necrosis factor—a, TNF-at)
FIF 9+ E -6 (interleukin-6 ,IL-6) F1F1k . FHERH EE 43514 0.00,0.08.0.16.0.32 & 0.64 mmol/L B} ,CD36 ) mRNA FiKAEXS
{H43 5318 (1.001 £ 0.078) . (1.510 + 0.341) (g=4.763, P=0.007) . (1.780 + 0.070) (¢=7.301, P=0.000) . (2.510 + 0.141) (¢=14.16, P=
0.000) %.(2.103 + 0.150) (¢=10.34, P=0.000) , TNF—a ] mRNA FEiXAAXHE 454 (1.000 + 0.098) , (1.571 £ 0.177) (¢=1.598, P=
0.141) ., (1.725 £ 0.274) (¢=2.016, P=0.071) . (2.113 £ 0.341) (¢=3.102, P=0.011) % (5.282 + 0.855) (¢=11.940, P=0.000) , 116 K}
mRNA Z5XHXHE >4 (0.999 + 0.047) . (1.791 + 0.596) (¢=1.486, P=0.168) . (2.119 + 0.294) (¢=2.107,P=0.061) , (2.808 + 0.147)
(g=3.398,P=0.007) }2(6.916 + 1.284) (¢=11.130, P=0.000) , 1 HepG2 AR CD36 Fik, Bl LU E M{EAFHRER TS A iR
AT 14 (reactive oxygen species, ROS ) fIIFIAZ 54 5% [ F—xB 7EAZ P43 A7 BRI HepG2 MR I 40E I F3RiB K, NCi

HepG2 .NCi HepG2+#5HHE&LH & CD36 RNAi HepG2+FFHEERZH 7 ROS AHXT & & 435124 (1.000 +0.113) ,(1.968 + 0.293) (5 NCi
2 AH L ,1=6.888, P=0.000) , (0.519 + 0.129) (55 NCi+AFHEBRZAAH Lt ,¢=10.106, P=0.000) , NCi HepG2 ,NCi HepG2+A7A8 R4 KX
CD36 RNAi HepG2+FHEBR4H A% 5% 3 Rl F—«B MR S HEXHESTH1 0 (0.997 £ 0.093) . (2.443 + 0.085) (5 NC A, =19.892, P=
0.000) . (1.607 + 0.107) (5 NCi+¥HERL4E M 1L ,1=10.607, P=0.000), MW HepG2 A+ CD36 Fik/5, IEHHBRIEIE /> BN
0.08.0.16.0.32 % 0.64 mmol/L. it ,NCi HepG2 J CD36 RNAi HepG2 209 TNF~a SR IAKFE4H14(1.004 £0.113) F1(0.185 =
0.071) (1=10.716, P=0.000) ; (1.009 = 0.160) %1 (0.221  0.028) (+=8.389, P=0.001) ; (1.008 + 0.163 ) Fl (0.173 = 0.011) (t=8.780, P=
0.001); (1.009 = 0.163)A1(0.147 + 0.013) (¢=9.013, P=0.000) , Wil HepG2 4B CD36 Fik/a , IFHBRYR B 74714 0.08.0.16.
0.32 % 0.64 mmoV/L i, NCi HepG2 J& CD36 RNAi HepG2 ZHE 116 BIZRIRIKF43-F24 (1.044 + 0.347) F1(0.207 + 0.033) (¢=4.121,
P=0.015); (1.006 + 0.139)F1(0.198 + 0.007) (:=10.110,=0.001) ; (1.001 + 0.052) F1(0.125 + 0.006) (¢=28.443 , P=0.000) ; (1.012 =
0.188) #1(0.114 + 0.015) (¢=8.367,P=0.001) ., £5it . fFMHERREYE 117 HepG2 UM CD36 Rk, il HepG2 RAE IV ; I CD36
A BB A 8 B AL N B I AR e R F B 5B, T B AR VS T A HepG2 HIMIAAE
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Role of CD36 in palmitate acid—induced inflammation of HepG2 celis

Wei Li,Yang Ping,Chen Yaxi, RuanXiongzhong,Zhao Lei
(Key Laboratory of Metabolism on Lipid and Glucose ,Center for Lipid Research,Chongging Medical University)
[ Abstract ]Objective ; To investigate whether cluster of differentiation 36(CD36) is involved in the palmitic acid induced inflammation
of HepG2 cells. Methods : HepG2 cells were treated with different concentrations of palmitic acid(0.00,0.0S ,0.16,0.32 and 0.64
mmol/L) for 24 h. Protein and mRNA levels of CD36 were detected respectively by Western blot and real-time PCR. The mRNA
expression of inflammatory cytokines was detected by real-time PCR. Small RNA interference was used to inhibit CD36 expression
in HepG2 cells(CD36RNAi HepG2). Intracellular reactive oxygen species(ROS) was detected by fluorescent probe DCFH DA(2’,7’ -
dichlorofluorescin diacetate). P65~nuclear transcription factor kB protein expression in nuclear was detected by Western blot. Results
Palmitic acids upregulated CD36,tumor necrosis factor-alpha (TNF-a) and interleukin—6 (IL-6) expression in HepG2 cells, When
HepG2 cells were treated with different concentrations of palmitic acid(0.00,0.08,0.16,0.32 and 0.64 mmol/L) ,CD36 mRNA levels in
HepG?2 cells were (1.001 +0.078), (1.223 + 0.294) (¢=4.763,P=0.007) , (1.510 £ 0.341) (¢=7.301 , P=0.000) , (1.780  0.070) (¢ =
14.16,P=0.000) and (2.510 +0.141)(¢=10.34,P=0.000). TNF-o mRNA levels were (1.000 = 0.098),(1.571 £0.177)(g=1.598 ,P=
0.141),(1.725 £ 0.274) (¢=2.016,P=0.071),(2.113 £ 0.341) (¢=3.102, P=0.011), (5.282 + 0.855) (¢=11.940, P=0.000). IL-6 mRNA
levels were (0.999 +0.047); (1.791 £ 0.596) (q=1.486,P=0.168) ; (2.119 + 0.294) (¢=2.107,P=0.061) ; (2.808 + 0.147) (¢=3.398,
P=0.007); (6.916 + 1.284) (¢=11.130, P=0.000). When CD36 was inhibited, intracellular ROS levels and P65-nuclear transcription
factor kB expressions in nuclear were significantly reduced ,compared with those of negative control HepG2 cells(NCi HepG2). The
levels of inflammatory cytokines in CD36 RNAi HepG2 cells were also significantly lower than those in NCi HepG2 cells. In NCi HepG2
group, NCi HepG2+palmitic acid group and CD36 RNAi HepG2+palmitic acid group,the ROS levels were (1.000 +0.113),(1.968 +
0.293) (compared with those of NCi HepG2 cells,t=6.888,P=0.000), (0.519 + 0.129) (compared with those of NCi+ palmitic acid
. HepG2 cells,=10.106,P=0.000). In NCi HepG2 group,NCi HepG2+palmitic acid group and CD36 RNAi HepG2+palmitic acid
group , the P65—nuclear transcription factor kB levels were (0.997 +0.093), (0.443 + 0.085) (compared with those of NCi HepG2
cells,t=19.892, P=0.000), (1.607 + 0.107 ) (compared with those of NCi+ palmitic acid HepG2 cells,t=10.607,P=0.000). When NCi
and CD36 RNAi HepG2 cells were treated with different concentrations of palmitic acid (0.08,0.16,0.32 and 0.64 mmol/L) ,TNF-o.
mRNA levels in NCi and CD36RNAi HepG2 cells were (1.004 +0.113) and (0.185 £ 0.071) (:=10.716,P=0.000), (1.009 + 0.160)
and (0.221 + 0.028) (:=8.389,P=0.001), (1.008 £ 0.163) and (0.173 £0.011) (:=8.780,P=0.001); (1.009 £0.163) and (0.147 +
0.013) (1=9.013, P-0.001). In NCi and CD36 RNAi HepG2 cells,which were treated with different concentrations of palmitic acid(0.08,
0.16,0.32 and 0.64 mmol/L) ,IL-6 mRNA levels were (1.044 +0.347) and (0.207 +0.033) (¢=4.121,P=0.015); (1.006 + 0.139) and
(0.198 +£0.007) (¢1=10.110,P,=0.001); (1.001‘ +0.052) and (0.125 + 0.006) (:=28.443,P=0.000); (1.012 £ 0.188) and (0.114 =
0.015) (:=8.367,P=0.001). Conclusion ;Palmitate increases CD36 expression and induces inflammation in HepG2 cells. Inhibition of
CD36 reduces oxidative stress and prevents NF—«B signaling pathway activation, resulting in attenuation of inflammation stress in the
presence of palmitate in HepG2 cells.

[Key word]CD36; palmitate acid; HepG2 cells; inflammation

AT LAGR 3 FFF 40 B P 200 R TR T B A G, DA T S B R E
AN,

Bl A TS K E AR S , JETRS 1 S 5 P (non—
alcoholic fatty liver disease, NAFLD)#J &4 3 H 2%

BT BRER 15%E6 , EREC ALK TE
PR RE T R 58 — KPR, NAFLD G35 g i
BT 4R (steatohepatitis , SS ) I JE VE K5 ¥ BB B 1 &
(nonalcoholic steatohepatitis, NASH), 5 SS ANTH,
NASH 2—FF LA 4UREAG B At SRR BREME
/N 52 B SR8 A (BR) o g e ik 52 ) Rl R I
UURREE R R BR AR E A 18 M T AR R MR R 2, IFRE R
AE & NASH HIAR B HEM, 2 T3 NASH fy X
RZE2Z—0, HAigmEIAKR NASH i A= AFRER
HiE 4 SR R 5 v 0 S g T PR IUAE (free fatty acid ,FFA)
FEYIHESL  NASH JR A IMLHE H FFA & & B &3 m,

BB IR %%\ B (fat acid translocase, FAT) X8 H
HPHETTIR 36(cluster of differentiation 36,CD36) ,
R—M EHRETEMNALARNERED, 25
KAEPE TR I BS IEFe iz AT S A R A B IEE
B,k EFEERES KEERESAEEERE
B, IR R iE R PR EZEIERY, Bl
BFgE4R7R :CD36 5 Toll Fﬁ%ﬁi(Toll—like receptors,
TLR)JE AR, Hi5EF TLR4/6 BERRAL , s B
RN/ INBE R A S8 AE FR 9, 1B CD36 ZERT 4
SEEFHVER , BIRTH R RAHCHOE

AR R — R KRR TR , R B I
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B EERENARES, 7+ HEABERMEAREE
H, B AT ESERAERED, FHREAFRLRAN
FHE 40 HepG2 4 iy 4H I RY | LEEA [R) ¥ AR
FEER Xt HepG2 UM CD36 FAFNARAE IR ; HH.
PR FR ik CD36 B HepG2 4l , HE—EHIA CD36
TEASAETRE S0 HepG2 U ASAE PRIVEA

1 #REFE

1.1 @ik

HepG2 W B R EHEAIEFRYIEFF%E (American Type Cul-
ture Collection, ATCC),
1.2 & H

FERE B B 4 18 3 3 H (bovine serum albumin, BSA )
F£H Sigma 2AF] ;64 M 7E K DMEM 3555500 B % E Hy-
Clone /A 8] ; Trizol RNA Tﬂiﬁlﬁ?ﬂl .SYBR Green PCR Master
Mix Fo i % i & B H 4 Takara /2 F] ;FAT/CD36 RE
FLREPLA IgG 1 B 32 E Santa Cruz 23 F) ; IHBREF 4R K s {b
R B AR H B Pharmacia&Upjohn 22 5 ; -3
% F (B-actin) REZ FLETUE 196 Bt LY EFARIEEN
TP BRE E BRI AR B B TR B A
SFAFE], JIEE E BURBUSH & K 40 E B R R B
FE 8P EEFEIEE YA, IR LSRR &N 8
BAREYEARAT , FHLAF X-tremeGENE HP DNA
Transfection Reagent % H Roche /A &), PCR B4R H Taq-
Man Primer Express 3% 3t, bR S &R ER B2
Ciksy
1.3 Fik '
1.3.1 S ARAESHE 10%ME4MmE . 100 UnL F
THER 100 pymL FHHEEK DMEM SEEsHeL 8T 37 C.
5% CO, $EFFE IG5, 1~2 d #, 3~4 d 1R,
132 SZWAME AR K EICARE R 90% K 4 1
FEFH N 0.2 % BSA B9 DMEM 55359 # 47 TC I 3 3%
7% ,24 h JG 44T N6 ¥ B AR R #27(0.00,0.08 ,0.16..0.32 ,0.64
mmol/LYAbFRARAE 24 h(AFHHBRAVECH] . A PBS 1E 0% 7 B il
10%BSA B, SR JG RAZHBRNEL VA #8 T 10% BSA WL, BT
il B MR BT MR FE BOAEARIER ) , 300 CD36 LA JZ 48 5E T~ mRNA
RLEBL, B CD36 MEBFEIEKFE, MEMERE CDI6H
HepG2 4 M1 (CD36RNAi HepG2) Fi%f HEZH M (NCi HepG2)#4
B, 450 0.32 mmol/L F3HHER 517 ) NCi HepG2 FHICD36RNAI
HepG2 ' #HE K F#) mRNA KV HIAEH A A& 2 R
M % % T —«B (nuclear factor~kappaB, NF-«kB)p65 B &
HEREXKFE,
1.3.3 /PFH RNA (small interference RNA,siRNA) #) & %
R # BB HFDAERITEABRE XA CD36 2
siRNA (CD36-siRNA, IE X % :5’ -GGCUGUGUUUGGAGGU -~
AUUCUTT-3" , Jz 34§ .5’ —~AGAAUACCUCCAAACACAGCC~
TT-3" ) FIA ¥ %t P/ siRNA (NC-siRNA, IE 8% .5’ -UUCUC~
CGAACGUGUCACGUTT-3", [T 3 % :5’ ~ACGUGACACGUU-

CGGAGAATT-3’),

¥ HepG2 4R HIRH T 24 FLHR , 45 40 HURA & FE 25 80%HT
¥ CD36-siRNA J& NC-siRNA 43 5% 44 %] HepG2 4/l . 50
pL MEM 3525004 0.5 pg DNA, EERTIIR, A 1.5 pL
X-tremeGENE HP DNA Transfection Reagent,ﬁﬁ%imﬁ s
ZFIEMHE 15~30 min(15 C~25 C), WHREAWEHMA
F4BH A, 7~8 h 7E BAE T ME LR,
134 qRT-PCR #ill mRNA &1k i RNAiso Plus 12
B4R & RNA, SR /5 A PrimeScript® RT reagent Kit 4 £iRNA
REEF cDNA, FU5% %2 137 °C 15 min, 85 C 5 s, fR/4F
F-20 °C, FELL 2 L cDNA fEHHEHR , B-actin fEHPIS, qRT-
PCR #& i) #8 2 K] 1) mRNA 3k, PowerSYBR Green PCR
Master Mix Rl & #EATY 1 KN 251450 C 2 min,95 C 5
min FAEHE ;95 C 20 5,55 C 20 5,40 MEH, REERN
25 L, A AACH T B EEMRBKFE, AR T ACG=BH
FH Ci fH-P-actin ZH Cit fH, AACt=2C 1 4H ACt X BB
ACt, LA ARRT Tt B B R KK =22, %It
IS HFFI LR 1,

%1 RT-PCR3|#F7%l
Tab.1 Primers for RT—- PCR.

EHLK Gk 52l

CD36 1F 3U4% .5’ ~ACGGGCTGAGCAAGGTTGA-3’
J2 X4 .5’ -TTCGTTGGGTGGGTAGATGG-3"

IL-6 1E 4.5’ ~AGTCCTGATCCAGTTCCTGC-3’
X EE: 5’ ~-AAGCTGCGCAGAATGAGATG-3’

TNF-a 1E 4% .5°~AGGACCAGCTAAGAGGGAGA-3’

‘ B 4% .5’ -CCCGGATCATGCTTTCAGTG-3’
B-actin iE 4% .5’ ~CCTGGCACCCAGCACAAT-3’

X 4% .5’ -GCCGATCCACACGGAGTA-3’

1.3.5 Western blot 435#%&H2E HRBARN & AR ER
RGN SR BRI R AE O REE S, H BCA R
EROEEFHITIRE, B AR 80~100 pg, B-actin
TENAEEEAMNSEN, Laminbl /ENHRZEH NN
ZEHA, HRMZERWIEIERKF A S min,SDS PAGE
BERCHIK S 2 PVDF I, 5% HE F i IR 2 h, —41
(1:2 000, B-actin/ Laminbl 2 1:4 000)4 “CH & 537, TBST
Y& 3 %, K 10 min, —H 37 CIEF | h, TBST ¥ 3 K, &
K 10 min, fbFERIEGRARNEHITBE , Image] FE
13.6 ROS &BME FH 10umolL 12,7 - &N
R EEREEL OB IFEE (27,7 —dichlorofluorescin diacetate |
DCFH-DA)S# 48 40 min,37.0 °C, #RJ5 A ROS W& X F
£ 46 W 40 B AH XT 9% )38 BB (relative fluorescence intensity ,
RFU), BUR K 488 nm, REHK K 520 nm , iS4 15
638 B R (E 55 0 BRAL A EE A VE 2 T P 48 (reactive oxygen
species, ROS) BUAHXT & BN EHE., ’
14 %eitFEaHr

A $HE R A GraphPad Prism 5 48344 8k 44k 3047 4k
BB B ES A £ R (v £5) TR, BREARY
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Bt B A BB RIT 2T, PIF LR LSD—¢ ¥, ik
#E a=0.05,

2 & B

2.1 ARHERIZ % HepG2 4948 CD36 & ik
qRT-PCR R B , FEE S R AR BR YR EEHE I, HepG2

© YIfIH CD36 FiShREZ BN (& 4H7 F=29015, P=0.000),

FRHEAR 0.00,008.0.16,032 2 0.64 mmol/L 41 CD36 fmRNA

FERANHE S B (1.001 £0.078) , (1.510 £0.341) (q=4.763,
P=0.007), (1.780 + 0.070) (¢=7.301,P=0.000), (2.510 + 0.141)
(g=14.16,P=0.000) % 2.103 + 0.150(g=10.34, P=0.000) , 5
HEB& 0.08 mmol/L FF i , ¥R L i HepG2 40 H CD36 Kk,
EZRAGIEE N, A 1R,

3.0
2.5
2.0

”ﬂﬂﬂ

008 016 032 0.64
FEAE BR (mmol/L)
a:5 0 mmol/L. %ﬁﬂ@*ﬁt’ﬁ ,P<0.01
1 %kER PCR BRI HepG2 4 CD36 /Y
MRNA 3254 %0 (n=3)
Fig.1 Real-time PCR detection of palmitic effect on CD36

FAT/CD36 mRNA 3k

mRNA expression of HepG2 cells(n=3)

PE— 2548 ] Western blot 7 TR AT, X R R AR AR
) CD36 B HFEIAFEEE A0 (1.003 £ 0.078) K (1.360 +
0.079) ., ZEAFHABR ML T , HepG2 40 A CD36 B MFEK

AR, 5X MAM L, 2R AR FE X (1=5.563,P=

0.005) , T 2 FiiR

-
[
©

ooss [=—]ww
) e P

s -+

<o
th

o
=

CD36 BEAFRKERER
<

wHA AR
a: SRR, P<0.01
A. Western blot 0l CD36 HH®RIE  B.CD36 BHFEMRHE
2 Western blot #AH=HABE Y HepG2 4R CD36
EaRAHEE(n=3)
Fig.2 - Western blot detection of palmitic effect on CD36 protein
expression of HepG2 cells(n=3)

2.2 ARAMEEATIE HepG2 AL X 2 B -F a9 A4
RT-PCR SR B/r, W3 A BUAFHE BRI FE BN, HepG2
4 e 4 i B F TNF—a (7 22 04T F=44.566, P=0.000) &

IL-6(JF 25 H F=38.196,P=0.000) ) mRNA ikt pl> 1
e M 0.32 mmol/L A58 BR ¥k FE FF 4 , TNF~a K& IL-6 B
mRNA B8 Git25 8 X, 3 2,

%2 RT-PCR®IMSHTRETT HepG2 i) TNF—a 1 1L-6 FAH0HN
Tab.2 RT-PCR detection of palmitic effects on TNF-«
and IL-6 of HepG2 cells

At BR Y B (mmol/L) TNF-a IL-6

0.00 1.000  0.098 0.999 = 0.047
0.08 1.571 £0.177° 1.791 + 0.596°
0.16 1.725 +0.274> 2.119 £ 0.294°
032 2.113 £ 0.341° 2.808 + 0.147¢
0.64 5.282 + 0.855 6.916 + 1.284"
Fi& 38.996 38.196
pPla 0.000 0.000

1 TFN-o FEFS LR ZE R, 55 0.00 pmol/L A1, a:¢=1.598 ,P=0.141;
b:g=2.016,P=0.071;c:¢=3.102,P=0.011;d:¢=11.940, P=0.000, IL-6
WL R, 5 BA LS, e.0=1.486,P=0.168;f.¢=2.107,P=
0.061;g:9=3.398, P=0.007;; h: ¢=11.130, P=0.000

2.3 #HikAik CD36 ¥ HepG2 m b #

¥ CD36-siRNA BRRS 5% A HepG2 ZHM, BUZH A2 T 1K
23K CD36 1) HepG2 40 (CD36 RNAi 28 ) B %} FHepG2
41 Bl (NCi HepG2), Western blot HITEM AR NG A&
CD36 RNAi A/ CD36 EHA RS ERME S F 9 (1.030 +

10.040) % (0.650 +0.035), 5 NCi 414tk ,CD36 RNAi 41 H

HepG2 4B+ CD36 BEHHIFRAEEE 36.89%, ZERE 4T
8 X (1=12.257,P=0.000) , 40 & 3 f , AL FEACD36
B HepG2 4R ZEE L BTN,

—_
W

QO @Y’
(9%@ a: 5 NCi #itt, P<0.01

o
n

CDI6EH RS ERER
<

e
<)

NCitH CD36 RNAi

A. Western blot #:l) D36 EHFEX  B.CD36 BAFAMIME

B 3 Western blot #ll CD36 F#hY HepG2 4tk CD36
EORIEWA(n=3)
Fig.3 Western blot detection of CD36 protein expression
in CD36—deficient HepG2 cells(x=3)

2.4 494 CD36 A ik Ak 45 1K HepG2 % il £ 52 I8 T 69 £ A%,

RT-PCR M4 R B, ERRRERNEHBRATT,
CD36 RNAi Z1A4H TNF-o (77 24T F=44.566,P=0.000) &%
IL-6(F 224347 F=38.196, P=0.000) ) FiX ¥R, AFE 3 K&
#z4,



— 868 — BEER AR 2017 ££5 42 %5 7 4 ( Journal of Chongging Medical University 2017.Vol.42 No.7 )
% 3 RT-PCR #ill CD36 %]t HepG2 H TNF-o B4 B 7K F ( mmol/L )
Tab.3 RT-PCR detection of TNF-« levels in CD36-deficient HepG2 cells { mmol/L }
HA 0.08 0.16 0.32 " 0.64
Xt HR4H 1.004 £ 0.113 1.009 + 0.160 1.008 +0.163 1.009 + 0.163
CD36 RNAi 4 0.1850.071 0.221 +0.028 0.173 £ 0.011 0.147 = 0.013
t18 10.716 8.389 8.780 9.013
P 0.000 0.001 0.001 0.001
%4 RT-PCR #l CD36 $M&lA9 HepG2 A IL-6 A4 A7k F ( mmol/L )
Tab.4 RT-PCR detection of IL~6 levels in CD36—deficient HepG2 ceills ( mmol/L )
A5 0.08 0.16 0.32 0.64
papiE| 1.044 + 0.347 1.006 + 0.139 1.001 + 0.052 1.012 £ 0.188
CD36 RNAi 4 0.207 +0.033 0.198 + 0.007 0.125 + 0.006 0.114+0.015
t{8 4.121 10.110 28.443 8.367
PE 0.015 0.001 0.001 0.001
2.5 d74) CD36 & ikt 4 F4% HepG2 ¥ ROS #94-F ”

FOEHE MR 8K, NCi 41 NCi+iHil R4 & CD36 %3 a
RNAi+ 548 BR 410 ROS A XF & 8 4F 124 (1.000 £ 0.113),, Er ) b
(1.968 + 0.293) % (0.519 + 0.129) , HABRAIBKH) HepaG2 4H N1 P65 [ ume e it L ® ]

Hartt ROS AL, 15 NCi S, 2 RGP E BN (o= Lomint [ kD m
6.888, P=0.000) , i FIFETERCHIBRIIK T , fE ik CD36 19 ractn ;::@42 © g olds ' -
HepG2 Mt ROS f04 RIKSE , 5 NCi+ bR A It , 22 L NE & @ &
RAGHE XL (1=10.106, P=0.000) , fNE 4 B, I ‘ & &
& (9%“
2.59 a a: 5 NCi /1, P<0.01;b: 5% B8 + IRERR 4 AR L, P<0.01
2 20 I A. Western blot #6:0 B. NF-b P65 % F1ZiA AR
g - NF-kb P65 EEHEIA
2ol = 5 Westemn blot #ill CD36 #%#Y HepG2 4 Af
= b NF-«xB & B84 X (n=3)
0.54 r:r‘l Fig.5 Western blot detection of NF-«B protein expression
0.0 . . . in CD36-deficient HepG2 cells(n=3)
& ‘ @@ %@@
& @»* 3 %W it
S

a: 55 NCi ik, P<0.01;b: 5% B + AFRERRLLAH L , P<0.01
M4 3RREHRN CD36 MAK HepG2 MAach
ROS #J7=4 (n=5)

Fig.4 Dichlorofluorescindiacetate detection of ROS levels
in CD36-deficient HepG2 cells(n=5)
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o
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#AIHepaG2 Ml ,NF-«B EHF RN, 5 NG HERASR
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i& CD36 FIHepG2 4HMIF NF-kB FI& BI85, 5 NCi+H##l
BRLHA L, 2 RA G IHFE L (:=10.607,P=0.000) , {iE 5 BF
o

R ELR A E (metabolic syndrome, MS)
B RRBEE T, DE ™ EE MR E A RE
FRE— 2 ki K WIRP, NAFLD #ik K2 MS
BURFRER B, b s gl B 5 BUS B &, NASH 75
JE S35 24 1/3 ) NASH 5 A 0T 3 & > 6 HA BT 27
YAV R EE AL, , 7T 685 B0 T B 35 98 A0 AT 40 M
AU, PRIHAET NASH B9 2R HLHI X B 16 NAFLD X
MRAAR R EA TN EENE XL,

Hotamisligil™F 2006 4F#2 i T “fR Ui R %E "
HIRES, FEIE R BRGNP ik 2
A4 R TR E S 50280  REMER K
BHERIE, BRIAN, FEREER AR MS M0
W, ARKERESFRHSS, Kin C RNEH AN
£ MRS E F%,T 1255 7 NAFLD B IRm Al
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TEAAGE PSR T Rt BR T BT 40 A 48 JiE 9 5%
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FiBR BE7E 1k NADPH & {L B R ROS A= gL fin
WG| R EALRIEL , AR R 48 5 7 A
MRS T EEMIEAY, ROS FTLLE S
22 R 7 15 L 2R H B8 (mitogen—activated protein ki-
nase , MAPK)# 7% NF-«B iE#, ROS A0 158
X} NF-«B M H H %5, £ NF-«B 5 DNA
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FeRE CD36 BT LURPVINR 2 A B IR FrA SR
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WY 1] CD36 Fik Xt 41 i P 1 M A NF-«B 15
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NF-«B {5 5@ BIE L,

L Lk, ARG R R R e -
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il CD36 7] fEE i I > AL W NF-«B (55 -
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