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EIEEHIRT Wnt5a/PKCHESRIRIFES
K AT 2 1K 4R B

BWAR HRELY REF ERE
CLlPEEE RIS 50 A 22 B, AR 030001; 211 PG SR} K22 ¥y BH 22 B, ¥ FH 032200)

kA

B

WE  Z LG AR BAIKE ERE &G (ox-LDL)A K R 2K 28 e (HSC-T6) B "4 44 %76 &
A, AT AR TE A MRS I AT K 09 ZRALIE . ARINIE TR 8) HSC-T6%m iR vA R T £ R E (0. 10. 20.
40, 60 pg/mL)#ox-LDLA A& 2 RE BF R (0. 3. 6. 12. 24 h)/&, /A Western blotA | LC3 II. Be-
clinl. p62¢94%&. REMRZREO. 10. 20. 40. 60 ug/mL)#) ox-LDLAL 22 HSC-T62m)ieL 12 h/g ,
Western blot#> ] WntSa. p-PKC3. p-STAT3494%. H HSC-T6%mfe s *f 8 28 (Control). ox-LDL
2. ox-LDL+si-NCZ8 %= ox-LDL+si-Wnt5aZil , 248 i 4L 22 /Z Jf| Western blot. qRT-PCR4%#427 LC3
II. Beclinl. p62. p-PKCS. p-STAT34#9% & #FsmRNAS& FAL; %97 5% HRAEMLC3 1149 AL, 40
F EILIHSC-TORS i 4F Tk b &R0 &40 40 035 I L7 F 406 28R (Hyp) 2 ; ELISA 42|
wmfiedE i £ P E R B (HA) A= E 4515 & & (LN)A&. PKC374| 7] RottlerinFR4L 22 4m it : 45 HSC-
T62mfe 5 5+ BB 2R (Control). ox-LDLZH. ox-LDL+DMSOZH %= ox-LDL+RottlerinZl , 45 7 ik 5 &k
& Wnt5a—3%. % ox-LDLA )5, HSC-T6%a /i, LC3 II. Beclinl4&3& 4z (P<0.05), p624-2 &V
(P<0.01), Ef£ ox-LDL/A 2K E 4 20 pg/mL. 4£ ) 12 hifiX 294844, ox-LDLR 2R E A 20 pg/mL.
AE A 12 hif, HSC-T6%mfiF WntSa. p-PKCS. p-STAT3%& @ KL R FH 75 (P<0.01). SUK WntSa)z
HSC-T6#mfie. ¥ WntSa. LC3 II. Beclinl mRNAF=%& & & ik K-F 2 & EAK (P<0.001), p62%& & £ A3
% (P<0.01), p-PKC3. p-STAT3%& & & A8,V (P<0.05), 4af il LC3 ILERE LR Y, I5iE4 ),
m s fx L ¥ Hyp. HA. LNAZALR Y (P<0.05). 474 PKC3)z , 4 R 53K Wnt5a—3K. ox-
LDL ¥ i i$ 3% 5% Wnt5a/PK C3:i8 %5 -F-HSC-T6 4m JitL A 7.

KHIE  Wnt5a/PKCS; A RGN, FAIRE IR R 5 H b

Oxidized Low-Density Lipoprotein Induces Rat Hepatic Stellate Cell
Autophagy by Wnt5a/PKCd Signaling Pathway

HOU Mingsu', XU Junquan®*, SONG Weifang?, CUI Yongjia'

(‘Graduate School of Shanxi Medical University, Taiyuan 030001, China;
*Fenyang College of Shanxi Medical University, Fenyang 032200, China)

Abstract This study was aimed to investigate the effect of ox-LDL (oxidized low-density lipoprotein)
on autophagy of rat hepatic stellate cell HSC-T6, and explore the pathogenesis of non-alcoholic steatohepatitis.
HSC-T6 cells were cultured in vitro and treated with different concentrations of ox-LDL (0, 10, 20, 40, 60 pg/mL)
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at different time points (0, 3, 6, 12, 24 h), and the expression levels of LC3 II, Beclinl and p62 were detected by
Western blot. HSC-T6 cells treated with different concentrations of ox-LDL (0, 10, 20, 40, 60 pug/mL) for 12 h. The
expression levels of WntSa, p-PKCd and p-STAT3 were detected by Western blot. HSC-T6 cells were divided into
Control group, ox-LDL group, ox-LDL+si-NC group and ox-LDL+si-Wnt5a group. After treatment, the expression
levles of LC3 II, Beclinl, p62, p-PKCo and p-STAT3 in each group were detected by Western blot and qRT-PCR;
the expression of LC3 II was detected by immunofluorescence assay; the lipid droplet of HSC-T6 was observed by
oil red O staining; the content of Hyp (hydroxyproline) in cell culture supernatant was determined by colorimetric
method and the contents of HA (hyaluronic acid) and LN (laminin) were determined by ELISA. HSC-T6 cells were
pretreated with PKCS inhibitor (Rottlerin) and were divided into Control group, ox-LDL group, ox-LDL+DMSO
and ox-LDL+Rottlerin group. The detection method was consistent with Wnt5a knockdown. The levels of LC3 11
and Beclinl were significantly increased (P<0.05), while p62 content decreases (P<0.01) after HSC-T6 cells were
treated with 20 pg/mL ox-LDL for 12 h. The levels of Wnt5a, p-PKCo and p-STAT3 were significantly increased
after HSC-T6 cells were treated with 20 pg/mL ox-LDL for 12 h (P<0.01). After Wnt5a knockdown, the mRNA
and protein expression levels of Wnt5a in HSC-T6 cells were significantly reduced (P<0.001). Western blot showed
that knockdown of Wnt5a reduced the expression levels of LC3 II, Beclinl, p-PKCd, p-STAT3, and induced the
expression of p62 (P<0.05). qRT-PCR showed that the expression levels of LC3 Il and Beclinl mRNA were sig-
nificantly decreased in ox-LDL+si-Wnt5a group compared with ox-LDL+si-NC group (P<0.05). Knockdown of
Wnt5a reduced the LC3 II fluorescent spots, inhibited cellular lipid accumulation, while decreased the levels of
Hyp, HA, and LN (P<0.05). The results of PKCd inhibitor pretreatment were consistent with knockdown Watja.
ox-LDL induces autophagy of HSC-T6 cells through the Wnt5a/PKC§ pathway.

Keywords Wnt5a/PKCd; hepatic stellate cells; oxidized low-density lipoprotein; autophagy

RS P i P B 4 (non-alcoholic steatohepatitis,
NASH) 2 EPT R £ 5 57 7 (non-alcoholic fatty liver
disease, NAFLD) [ —Ff ik g 2 =0, JRRAE & 41
MR AR 1« /et N SORE AT AR 44k, B RR T 2
NAFLD @& AL TR EE R ER K. £130%HH
NAFLD & # A NASH, HH120%H1 7%/ NASHEH
G322 RSN IR AL A A s Yo AR AL 2 %
b0 1 JHF 5 3E e B A4 L T () OB, (R, AE
NASH G A4 B Rk A K RO RS A
IRYH M (hepatic stellate cells, HSCs)7E 25 Ff i £F 4E 4L
(R ML R AZ O AR, & Fh 500 PR 2 n DL B
B[] 0% HSCs, & 1k 1) HSCs B 0 /5 AR R &
RACEAR S TE 3 WA oK 5 4 e DR A 4 B b R o
(extracellular matrix, ECM), M 58 4F 440 10 &
AW, BRI, AR E LG A (oxidized low-
density lipoprotein, ox-LDL)7ENAFLD &% 71 & F}
151, ox-LDL 52 I 77 B A6 12 A 0 15 7R HS Cs &
I TR S 23, PRSP EE R K HSCs S 2R
HeAH A 1S AL HSCs38 3R ox-LDLAZ AR 71, 42
7~ ox-LDL ] /& NASH A 4B K E BN 2%, e n]

i B HSCs T 2 5 NASHAH S [ 41 4k,
{Hox-LDL G HSCs 1) EARALH] 1 A B o
W9, E Ve (autophagy) 7t £ P AU T £F 4t
W A KR EEAE A, H W@ 755 HSCs
AT HE AT AR 4EAL ™) 35 HSCs B MEM A N A 2
FR B U6 I AF 4EAG R8T 771 . WntSa(wingless-type
MMTV integration site family member 5a)s& —Ff 7
RUBEER A, £ NAFLD & MLiE 7 WntSa R 7 P,
HAEVE B HSCs MU £ 4R A0 X d i 5 1. Wn-
t5a/PKCO/5 5B 1 /3 ox-LDL % SR E W41 i 5
WM, R W WntSa e 15 fe s S HSCs H W (1 1A -
A Tt K F ox-LDLYIE A 45 77 [ HSC-T6 4
Jil, W%£ox-LDLXTHSCs H W 1] 520, FH48 F Wnt5a/)s
FHPERNA. PKCH i 75 AL FEGH Y, $R3F ox-LDLXY
HSCs [ Wi (52 A2 75 5 Wit 5a/PK C3 5 5 B K 5

1 MR5EE

1.1 SEIGArRt

1.1 FEEmie KR ERZ R RZHSC-T6l H
PG R AR A R A A .
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1.12 £ZX# DMEME R FRE. fad- i .
JERE . HRP-“EPi e lgGHiih. RIPARMAR. HH
fifg 410 1) 551 F0 BC A 2R [ ot s = k) 5 0 1 ek
A TR MR AT Alexa Fluor 488Fric Ll -4t
HalgGI H I3 2 RAEDE AR 5T, WntSa T4t
R IR TR0 B T B AR R A TR A ]
LC3Huik. p62Hiikly B ABways/A A ; Beclinl Jiik
T VLB T AR FRA F]; WatSa. p-PKCS.
PKCS. p-STAT3. STAT3$Hif4&I4 H ABclonal A ] ;
qRT-PCRAH GG &E I B AL RARAEA R A R A
F]; ox-LDLIW B At ¥ A= A= R A IR ST A A
M OGN B AL I R E R AR A R I
T W 5 TR I B R R AR TR ST KRR
JZ %% 5 A ELISATRFI 6 R K BRU% W3 i R ELISA R
FI G B YL TR S S A PR A F .

1.2 EWH*E

1.2.1 @mfgsEiba4n HSC-TOZHM T & 10%04
- I35 1Y DMEM#ES 7R 2575 37 °C. 5% COLMK: 7746
W FE . UG K R HSC-To4H i LLAEFL 8x10°
AR T 6FLHR, 24 - (1) FIERNA, 4
S ASTE BB (0. 10 204 40, 60 pg/mL)f)
ox-LDLAL 3 HSC-T64H i 24 h; (2) B[ &M 2H , H
JR IR E A 20 pg/mLI ox-LDLA AL #E 0. 3. 6.
12, 24 h; (3) #HHEFPT 64LAR (1) HSC-T64H M BE A7)
JxF R (AR R AL FE ) ox-LDLZH (20 pg/mL ox-
LDLALFE12 h). ox-LDL+si-NCZH (%% %4si-NC 24 h)5
FH20 pg/mL ox-LDLAL#12 h)fllox-LDL+si-Wnt5aZfl
(B Ytsi-Wnt5a 24 hJ5 120 pg/mL ox-LDLALFE12 h);
(4) KT 6FLIR A HSC-TOZH Hu BE AL 73y %o & 241
(AR BRAL PR ). ox-LDL4H. (20 pg/mL ox-LDLALF
12 h). ox-LDL+DMSO(IADMSOJ5 % T 24K 2N
20 pg/mL ox-LDLALEE12 h)ZH Flox-LDL+Rottlerin4i
(10 umol/L Rottlerini% T DMSOTiALHE 1 hJF4h T4
W 420 ug/mL ox-LDLALFE12 h).

1.2.2 tmppst W = B ] WntSa 4 5
siIRNA(si-Wnt5a) LA Kz B 5 B (si-NC) %% 4« 22 HSC-
ToZA M. Y24 h, FAMRAEAE 6L I, Fr
ARG 2 40% 0T, SFFLIMA2 mLEFFRIE . BELTE
125 L BB FRFEFIMA S uL si-WntSa, HHIE
A1 FINN 4 pLEE 345 Lipo8000™, 32 &R 2] 5
w5 20 min, B LE SN B TR AL
B T37 °C.5% COIH TR AR Ak 215 7748 h, AL

I LK H qRT-PCR. Western blot$ €. — B
T-HRHE 5143 1) Asi-Wnt5a 001: 5-GGA CAA CAC
TTC TGT CTT T-3'; si-Wnt5a 002: 5'-TCA TGA
ACT TGC ACA ACA A-3"; si-Wnt5a 003: 5-GCG
TGG CTA TGA CCA GTT T-3'.
1.2.3 Western blot# | & & & & JH Western blot
R D2 A A E WA SSBR FILC3 11 Beclinl p62F1iE
AL H [ Wnt5a. p-PKCS. p-STAT3MIRIA. 1%
HEAFFL 30 pgf 8 H & 14T SDS-PAGE, & i 77 &5
JaE R BINCIE b, =R A 5% IR Tk & 1412 h, H
AH R — P LC3 T4 1:2 00054 %E; p62PifA1:5 000
Fi%% ; Beclinl. Wnt5a. p-PKC3. PKCS. p-STAT3.
STAT3HiA1:1 000F5%F) T4 °CiF H il . TBSTHE%
J& , N HRPHRICH] — 470 (1:6 000F % ) = I 5 2 h,
TBSTH#: %A, HAL K 6HIECLE 2, 4% F Image
Lab® {153 41 85 [ o3 217 K FE AR
1.2.4 gRT-PCRA&M Wnt5a. LC3 II. Beclinl. p62
4 mRNA & & % 18 TRIzo ik 71 50 U BH 5 42 Y
H A S RNA, H R 5057 &6 i cDNA, LA
cDNA NN, S SYBR Greenitt 47 SEIN 3 )6 € &
PCRIR I ; LAhB-actins N2, K21 NE 5 H B
K mRNAFIFEX & 51975 EigE TAYE
A BRAT AR KB Watsa B 514 5'-CAA CTG
GCG GGA CTT TCT CAA GG-3', Fifi51#15-CGG
AAC TGG TAC TGG CAC TCT TTG-3"; KERLC3 II
5141 5-GAG TGG AAG ATG TCC GGC TC-3',
F514)5'-CCA GGA GGA AGA AGG CTT GG-3;
KR Beclinl #5191 5-CGT GGA GAA AGG CAA
GAT TGA AGA-3', Fii#51415-GTG AGG ACA CCC
AAG CAA GAC C-3"; KiRp62 L3 51415'-CTG CTG
CCT CCC TCT AAT CC-3', Fi#5145"-TAT TCT
CCG GCT CCA TCT TG-3'; K B-actin L35 514
5'-CCC ACA CTG TGC CCA TCT ACG-3', N5
5'-GCC ATC TCT TGC TCG AAG TCC-3'.
1.2.5 | fe %95 K AR MLC3 1149 &L PLEE
FLIX10°™ 4t Mo () %5 B 6 4 B 2 Fh T 3% v H & 4H
NEALBR 5, WS IR, H A PBSEE I )G, 4%
5 H % [H 230 min. Pt ¥k S5 I N0.2% TritonX-
100(PBSHL i) & T4 °CIEH %10 min. BE¥H 5 H5%
BSAZE @I 1 h, AR —Hi(1:100%F) T4 °C
W% B O . R % S TR I A RE I 1Y 9% D' Alexa Fluor
488HRC T 1L “E P TalgG(1:400F7 B, 1 h = I i
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A1 h, BeEE HBUZOGE SRR, 5O B
B P LE IR,
12,6 WO & KUifuf T w6 fLiR N,
FELH 22 AL B S, FIPBSHEY, TN TRA 4% %
5% W [ € 30 min, PBSYER 5 I 2L O G4k
Jet530 min, F60% 7 N BV UE BE 2 RYVEL J5
VN =R Y Yl R G R e
1.2.7 @madEf E# $Hyp. HA. LNAZ #9400
Va0 R T o B 6 FLAR N, R AR BLAL 3 S,
W Bk 5, Fa U B 4 4R 0 3R L kA Il Hyp
&, ELISARIIHA. LN& &.
1.3 Gt F 48

K HI SPSS 25.08 AT G vl , 45 R AR LAY
b 22 (x£s) Ko, Z AR LECR A R &= 7
Z2 o3 M, WAL s B BCR H ek 5. ) GraphPad
Prism 8.08 AT G it BIEHIE . BLP<0.05 8%
RA G E .

2 #HR
2.1 ox-LDLi% SHSC-T64H il B bk & 3 A0 AT 3
HIX &R

DL FE H0. 104 20, 40. 60 pg/mLAJox-LDL
AbEE HSC-T64H M 24 h)i, LC3 IR IALE 10, 20+
40 pg/mLH & 3% 19 22 (P<0.05), Beclinl f{1 3R 1A 7E20.
40 pg/mLIf & E £ (P<0.01), p62fIRIELE 20,
40, 60 pg/mLE & /b (P<0.01), H 4 ox-LDLMY
WP N 20 pg/mLA, LC3 ITA1 Beclinl 381k . p62
) 1% fii 35 B0 AE (B 1A); I 20 pg/mL ox-LDLANHE
HSC-T64HfiU3. 6. 12. 24 hji, LC3 IIAIBeclinl ]
FiL. p62fIBEARTE 6 hif P42 (b, 76 12 hitt ik 3]
A2 (P<0.001)(&1B).
2.2 ox-LDLIESHSC-T64HfEWnt5a, p-PKC3,
p-STAT3ZEH KA

PLIEE N 0. 10, 20, 40. 60 pg/mLI¥ ox-
LDLALFE HSC-T64H/1 12 hJ5, Western bloth il
Wnt5a. p-PKCS. p-STAT3 % 13K Lif1E i (K
2), Hf 20 pg/mL ) ox-LDL AL 41 25 4k & i 3%
(P<0.01).
2.3 ER{EWnt5aE] T ox-LDLIE SEHIHSC-T64H
B B M

gqRT-PCR(/&3A). Western blot([& 3B)%: i i
N, B TR 002 AR S fE (P<0.001). H%

5 2T HUEE 002 DL K 93 4 % B si-NCH#% % %2 HSC-
T64H A J5 , Western blot4h S 27K, 5 ox-LDL+si-NC
ZHAH L ox-LDL+si-Wnt5aZH LC3 II. Beclinl & &
/> (P<0.01), p62F&#f#id/> (P<0.01), p-PKC3. p-
STAT3 % /b (P<0.05)(K 4); qRT-PCRZ5 R HoR,
B WntSafG LC3 1. Beclinl mRNA & 5% 35 4%
(P<0.05), p62 mRNA &% A i3 2 7 (P>0.05) (&
5)e RIEFNAEREIR, WAL WntSafs, LC3 TR
REWD (B 6). M OYta g IR, ox-LDL+si-
Wnt5aZ1 % ox-LDL+si-NCZLAH L, 20 ff 4 i v 2 3%
Wb (E7), ik WntSafa 45 7% L& ' Hyp. HA.
LN 8 AR (P<0.05)(KI8). X3 BIRUK WntSaii
il 7 ox-LDL 55 THSC-T64H il Wik .
2.4 PKC4%5ox-LDLiESHIHSC-T64H A B s
F PK.CS ()40 81 751 Rottlerin T AL ¥E 40 i J5 |
Western blot%5 R 278, 5 ox-LDL+DMSOZ A LL ,
ox-LDL+RottlerinZd LC3 II. Beclinl & HFKIE R
F B (P<0.01), p62F#&f# k> (P<0.01), p-STAT3
EE /D> (P<0.001) (K 9). qRT-PCRZE R IR, ox-
LDL+RottlerinZH 4 0x-LDL+DMSOHLC3 II. Beclinl
mRNA & & B ZW /> (P<0.01), p62 mRNA S &XKA
B2 27 (P>0.05)(F 10). HZERNERER, LC3
AR R (B 1), I Ot gt RIEIR, ox-
LDL+RottlerinZf 5 ox-LDL+DMSOZ. I i & & k2>
(B12). fpiEs: i dHyp. HA. LNS & WD
(P<0.05)(E 13). X%, PKCSZ 5 ox-LDLIE T
HSC-T64H A H 1 .

3 e

B 3 A S 7 sORVIR B 4 4 A28 1k, = e ok & B
1& M INAFLD & AF 288k B &, Al TENAFLD) 4
BR R RO BN T 1924%~25% . NAFLDAE it 5 W,
(0048 M s TR TR 22—, 92 0 15 A 48 1 i 4 g 07
NASHAIH AR ST F b . FTAEAL K T4 g, He
NASHA % BT £F 41k NAFLDE & 1 5 B B, 4
30%MINAFLD & # 7] R I WNASH, IR AHFFINASH
()R A2 R R AL A B 3 Sl AR = X,

JiE o AR 25 L FH A RO NASH R S AL il
CTRATH YL 2 EE R R L T AR,
K% B 5 & M (low density lipoprotein, LDL)Z: fif
Ji 3 S A AS i BCA ox-LDL, #\ A7E BT T 48 E &
RN AE A R A% O AE T ox-LDLAJ 5 HSCs
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(A) (B)
L&I‘.N..’.‘.D.. LO3T | o s -
LC3TI | ™95 - - LC3IT | M o -

Beclinl |.”g.| Boclin] [ S s S———

p62!'- - P62 | ———

B-actin |

B-actin | SN N A —

0 10 20 40 60

0h 3h 6h I12h 24h
ox-LDL (20 pg/mL)

Concentration of 0x-LDL /ug-mL"!

2.0 0 pg/mL
10 pg/mL

20 pg/mL

sk

innnt

Relative protein expression
Relative protein expression

LC3 1 Beclinl p62 LC3 11 Beclinl p62
A: Western blot &Il A3 [4] Jii 29 B i) ox-LDLATHSC-T6ZM A -FLC3 11, Beclinl. p627 HAI5AM; B: Western blothe Il A< [5]E I i &) i ox-LDL
HSC-T6ZHAEHLC3 1. Beclinl. p62 & EAIFI. *P<0.05, ¥¥P<0.01, ***P<0.001, 1551 H AL
A: levels of LC3 II, Beclinl and p62 in HSC-T6 cells treated with ox-LDL at different concentrations were detected by Western blot; B: levels of
LC3 11, Beclinl and p62 in HSC-T6 cells treated with ox-LDL (20 pg/mL) at different time points were detected by Western blot.*P<0.05, **P<0.01,
***P<0.001 compared with control group.

1 Western blot4&lox-LDLXTHSC-T64H A B 1B £
Fig.1 Western blot detected the effect of ox-LDL on the autophagy of HSC-T6 cells

mm 0 pg/mL ox-LDL

E= 10 pg/mL ox-LDL
mm 20 pg/mL ox-LDL
—
|
%

WhntSa |- 159

40 pg/mL ox-LDL

p-PKC8 60 pg/mL ox-LDL

PKCd

STars [ A - -
B-actin i ‘ - ‘ -

0 10 20 40 60

Relative protein expression

Wnt5a/B-actin p-PKCS/PKCS  p-STAT3/STAT3

Concentration of ox-LDL /pug'mL""!

*P<0.05, ¥*P<0.01, ***P<0.001, S5 R4 L
*P<0.05, **P<0.01, ***P<0.001 compared with control group.
]2 Western blot#&lox-LDLXTHSC-T6ZAMIFA Wnt5a, p-PKC3. p-STAT3 & £
Fig.2 Levels of Wnt5a, p-PKCd and p-STAT3 in HSC-T6 cells treated with ox-LDL were detected by Western blot
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(A)
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A: qQRT-PCRIFTGE AL WntSa B R B AL R4 EE; B: Western blot itk it WneSa 8 R B AR FHUEE. **P<0.01, ***¥P<0.001, 53 A LE
A: qRT-PCR selected the interference chain with the best effect of knocking down Wnt5a; B: Western blot selected the interference chain with the best
effect of knocking down Wnt5a. **P<0.01, ***P<0.001 compared with control group.

E3 ik H R IR HSC-T64BRE A Wnt5a3 U R s R T 4E

Fig.3 Selection of the interference chain with the best effect of knocking down Wnt5a

mm Control == ox-LDL+si-NC

LC3 1 IREh = ox.LDL = ox-LDL+si-Wnt5a
S
Le3m | oo -~ 2
g. A sk w
% 1.0
Beclinl IT‘ 5 - I =
8 kkock
°© skok
2 X s e 3¢
0.5 #
p62 l‘ e — | 2
. o

LC31I Beclinl p62

p-STAT3 |- —_—— -| . mm Control == ox-LDL+si-NC

== 0ox-LDL == ox-LDL+si-Wnt5a

—_
W
1

ok

=
R
g
a
1.0 ok
. = o
Bractin | M —| =
° sk
N (.;b' —- dk
& > > & QX& g 0.5 i !
N D & ) >
< ¥ X & =
\) —_—
N Q 2
B N &
S & i
p-PKC8/PKCS p-STAT3/STAT3

#xP<0,01, ***P<0.001, 5% LA EL; #P<0.05, #P<0.01, #P<0.001, Sox-LDL+si-NC4I#H L.
*#P<(0,01, ***P<0.001 compared with control group; “P<0.05, *P<0.01, “*P<0.001 compared with ox-LDL+si-NC group.
[#l4 Western blot#& UK WntSalgox-LDLITHSC-T6 4B LC3 I1. Beclinl. p62. p-PKCd. p-STAT3ZERIFN
Fig.4 The levels of LC3 II, Beclin1, p62, p-PKCd and p-STAT3 in HSC-T6 cells treated with ox-LDL were detected by
Western blot after Wnt5a knockdown

[R5 18 K32 7 CD36 FkE S 2 A NI FE IR 2R Wi m] (2 i HovE A1 2 5 I 2R 4E A 1 R AR R R 11,
524K -1(lectin like ox-LDL receptor-1, LOX-1)%5& Beclinl /& H B 2 AR A2 () B 2R 1, 2 B0 1 W
FNEOLIEAL , I WA AT HAh L BT a1, AT 3 PRI B E AR IE ) U LC3 2 — P H g Ar i 2
ST 28 5 A4 4R AL S B2 0. BT RB, HSCsH A ANAEMELC3 TRUIRAEMELC3 IR AL, [ W
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2.0 = EE Control 1 ox-LDL+si-NC
E= ox-LDL B ox-LDL+si-Wnt5a
= *k
=) *
= 1.5
1
2
[}
Z
5 1.0
©
>
5
z
2 05=
g
0_

LC3 11

Beclinl po2

#P<0.05, **P<0.01, 55X HEZHAH L ; 7P<0.05, *P<0.001, S ox-LDL+si-NC ZHAf L.
#P<0.05, **P<0.01 compared with control group; “P<0.05, “*P<0.001 compared with ox-LDL+si-NC group.
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