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(i E] HH: Uik BUE 2 4 H 2 ER & B S (general control nonderepressible 5, GCNS) A 511 XY
HEZE I 9(SRY related HMG box-9,S0X9) &K X Thy-1 ' 48 (Thy-1 nephritis , Thy-1N) K BB 2L 2N Ak A K L F-B1 (transform-
ing growth factor-p1, TGF-B1 VAR . 7% o i B (lentivirus, LV )22 GCNS A1S0X9 & Ik /NHHE RNA (shRNA ) ,
RN 45 LV-shGCN5 Al LV-shSOX9 H A1 . SR 47T R BT sk i AR H4 LV-shGCN5 I LV-shSOX9 435l 5 A K BUEFIE, 48
FE R KA B e bt o B BR 41 B 4T 0L (anti-thymocyte serum , ATS) & il Thy-INEE . ZEEHF ATS 5 3 h, BOKFBUE 4140, FH RT-
PCR Fl Western blot K7 £ 20 K BB 2H 21 i GCNS F1SOX9 ) mRNA M 28 92635 K 1, ABGIE T4 M2 GCN5 .SOX9 %) TGF-B1
FRA RN, S5 ER B S KREE A LV-shGCNS 5 LV-shSOX9 F 275 S AR BT HLUS AU BEA R T B 10 LA
M ELIARE R TGF-B1 BYZRIA . S518 TR RV 4141 GONS B SOXO HE A 5 AE B & 7RI Thy-1N K BUE M TGF-B 1 AYA .
[X7A] Thy-15 % (Thy-1N) ;38 R TR G LS (GONS) s PP X Y HEZE 11 9(SOX9) 5 B4k K IHF-B1(TGF-B1) 5
2SR N
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Effects of GCN5 or SOX9 gene knockdown on TGF-B1 production in the renal tissue of
rats with Thy-1 nephritis

WU Zhijiao,ZHANG Zhiwei, LIU Longfei, XIA Lu, XIE Mengxiao, LUO Can, QIU Wen,ZHANG Jing,ZHAO Dan,
WANG Yingwei

Department of Immunology ,School of Basic Medical Sciences , Nanjing Medical University , Nanjing 211166, China

[Abstract] Objective: This Study aims to study the effect of silencing general control nonderepressible 5(GCN5) or SRY related
HMG box-9(SOX9)gene on TGF-B1 production in the renal tissue of Thy-1 nephritis (Thy-1N) rats. Methods: The plasmids of GCN5
and SOX9 shRNA were packaged with lentiviral (LV)to form LV-shGCN5 and LV-shSOX9. Then, the LV-shGCN5 and LV-shSOX9
vectors were separately perfused into rat kidneys by renal artery perfusion, and next, the rat Thy-1N model was replicated by injection
of rabbit anti-rat-thymocyte serum ( ATS ) through rat tail vein. Thereafter, rat renal tissues mentioned-above were taken at 3 h after ATS
injection, and mRNA and protein levels of GCN5,SOX9 and TGF-B1 were examined by RT-PCR and Western blot to verify the effects
of GCN5 or SOX9 gene interference on TGF-B1 expression in the renal tissues of rats with Thy- IN. Results: LV-shGCNS5 or LV -
shSOX9 vectors could be perfused successfully into rat kidneys through renal artery, and LV -shGCN5 or LV - shSOX9 not only
effectively silenced GCNS or SOX9 gene, but also downregulated TGF-B1 synthesis in the renal tissue of Thy- 1N rats. Conclusion:
Knockdown of GCNS5 or SOX9 gene can significantly inhibit renal TGF-B1 production of rats with Thy-1N.
[Key words] Thy-1 nephritis (Thy-1N) ; general control nonderepressible 5(GCN5) ; SRY related HMG box-9(SOX9) ; transforming
growth factor-B1(TGF-B1) ; gene silencing
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ZA B A B /NBR ' R (mesangial proliferative
glomerulonephritis , MsPGN ) J&—Fft A\ J&# UL i Jii &
PR /INER B , o B2 AL T2 B /N BR AR I 40
(glomerular mesangial cells, GMC) [ B} I 3% A= F1 41
Jitn Zh 5 (extracellular matrix, ECM) Y 5 5 FRL 2 .
Wit 5 s At A JEE , MsPGN i 228 1) ' /N BR e 24 v i BT
AL AREAL , B RS DR M il e T
AR, R CRZR Y A e H UG 8022 (B A
K MsPGN H A AL ANEO R 22 AT R 58 4 B .

KB Thy-1 "5 & (Thy-1 nephritis, Thy-1N) , X £
B M J 20 B 0l 3 1 ' R (anti -thymocyte serum ne-
phritis , ATSN) J& — F B 55 A\ 2& MsPGN 1) 2y 49 £
AU Thy- INBEAY 4 S, 4 Ao K Ui e 4
I 1LY (anti-thymocyte serum , ATS ) i 32 # ik i 5 &=
KRR, A PR RE S GMC R Thy- 141
455 IR S B, W5 %52 5 Y RE R UL
FMA I 22 B R AR, 77 A CS5b-9 B A S B GMC 4t
P BRI Thy-IN 542 BAAMAARISME | Rl 2
XEAG]E GMC 85 19 C5b-9 [ B %5 fi# C5b-9 (sub-
lytic C5b-9) A i . sublytic C5h-9 RSN A
FUGMC 5 AT LA T A i e A
RVEH T,

AR LIAERFFEE 2R , 52 sublytic C5b-9 4l
PR B GMC, HRN A At 386 2 X7, Ak A=
K F-B1 (transforming growth factor-B1, TGF-B1)F
e B T EL Y 2 b s T AL R A LS
(general control nonderepressible 5, GCN5) FlH: 1] 2k
SE XY HEZE [1 9 (SRY related HMG box-9,S0X9) )
Rkt 4 35 0 GONS FISOX9 ) Fh s & 15 e i
Wi TGF-B1 AL, H AT

A SCHRHRIE , GONS & —Fh 8 1 O AL 78
fit Chistone acetyltransferase , HAT) , J& T —/~ ¥4 st il
VRO R, R I REAUAE T RE M A
R KM CTEAL T L BE & 4550 Bh e s X 7 i Ak
FH AT SRR BRI A GR teAh, SOX9 T8 T+ —
MPEEREES R S - B RERE SRR RS )1
R A R BN 45, AT 55 B s Al RS IR AR
11T AE R 56 L DN A e SR 55 320K . TGR-B1 & —Fif
0 A1, HCAE 0 e S S 0 e RN AR 21 4k A b A7 Al ik
RO AR R ETII RS C & B, KB Thy-
IN &5 )5 , B 421+ GCNS .SOX9 FITGF-B1 ARk
KA B, H =2 A 3Rk A PR (R
GCNS Fil SOX9 HeA [ 2, J# A L T TGF-B1 1y T+
) o AR A AR SN S2 B R, 7E GMC FR TR

GCNS 5 SOX9 JE[H J5 , sublytic C5b-9 Hli#4 GMC i S
TGF-B1 B A BT 980 o DRI, A S 36 406 A 4
S5 TAR N IE , BRHITER K U 4121 H GCONS
5 SOX9 L K J5 , % Thy- 1N K BB P TGF-B1 7= 4=
Y5

1 #RFTE

1.1 ##

T SD KB (160~200 g) I F R &L BE Rl K 2451
gt o 22 v B b R BRUM AR 4 A I 7 (anti-
thymocyte serum, ATS, ¥ Thy-1 HTIA) o A< % il % o
AMASKR B 1041 1E 8 A (G EE) 1L (normal serum,
NS) . W7 & (ReverTra Ace-a™) (TOYOBA
NE], BHA) 5 /NPT K B GONS HLR (OmnimAbs 23
Al , 3 E) I SOX9 Hiik (Santa Cruz A F], EH ), /N
BT K B TGF-B1 B A (B 5t EL (A5 A R B 8
F)) 3 KB GMC 41 gk (HBZY - 1) (I K27 v [
RIRESE ORI 0 ) o AN FE 20 B BE R R 2 S 08
ShPEHZ: 51 2t
12 7%

12.1 E201% 5% 3 (lentivirus, LV ) # # 3E

# shGCN5  shSOX9 & % B8 shCTR (1) 14 1 51
28 H U BILAN EAA R R Y o 2 M2 7 (LY -
shRNA) . HHIEFFN IR : shGCN5,5'-GCGGAAAT-
GCATCCTGCAAAT - 3' ; shSOX9, 5’ - GTGGATGT-
CAAAGCAACAGGC-3' ; shCTR, 5’ - TTCTCCGAAC-
GTGTCACGT-3',,

1.2.2 LV-shRNA &% X & GMC #) £ 5

B K BLGMC /0 T2 4 mL DMEM 58 285 57 5k
(7% 10% 16 40 1037 ) R i35 5= L, T 37 °CL.5%
CO i A H IR 16 GMC K & 80%~90%
fltAr B, F DMEM 52 42 b5 77 1 12 40 M, 6 200 Jf ik
K 5%10°~/mlL, LA 100 wWL/ALANA 96 FLAR (5456
FLEFE 12 ho FIREEERR B [l 5L LV-shCTR jf B
A58 1107 TU/mL  1X10° TU/mL., FXEEFHR, &
FOMASE TR AT FR 60 h (AR PR 58 W ow
LV ARG GMC 60 h SCR e i) o 18 s 2 64 i
B W0 R R . LV-shGCNS \LV-shSOX9 /&
YR ELGMC kIR
123 KRB 3hAki# ZLV-shRNA 89 52 36

HRIE % 1R SD AR 30 1, BEHLAY R 5 41 (44
6 ), NS . Thy-IN4] .LV-shCTR+Thy-IN 41 ..V
-shSOX9+Thy-INZH M LV-shGCN5+Thy-IN4H, 4 H
KEZENE IS 10%7K 5 & (55100 g /A5 0.3 mL),
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2910 min K BRI A SMRE . Z )5, IHEE T
Jok , VI 6 B #R 21 = 3l Kk, #4477 LV -shRN A
B (LR 5%107 TU/mL) 216 T 3h ik 0 '& s ko
1 S b VE (IRFCA 200 ), A28 5 s, #E
56 56 Je B Wi 4 i 7E e T T D Ab, JS 707 )2
5 FHEROI . BRI L SR A

1.2.4 KA Thy-1NBER 649 5 6

15 B 3h K HE T LV -shSOX9 5% LV-shGCNS5 J5 45
4K, KRR # kI S ATS 5l NS (Rl R A 100 g {4
1 mL), S 3 h i HCRE R 5T, N 3 OCT A
HERRAEVKARDI R, AR KER A B =70 CIRAAF, 2 )5
LU RNA F1#E 94T RT-PCR il Western blot K ¥ .
1.2.5 LV-shRNA # 2 F#9ih &

KEAT B SRR LV-shRNA J5 4 d, BUH B %
AL WL I RV 36 e e B R 2 S B
Yy e /NS0 PR AT LY = 4k 1% R 4t (Perkin
Elmer A #], & E) AR A o [7] B BB 48U Al
YEVKERDI R, SR 5 B 06 WA ™ AR GFP 2L L
i€ LV-shRNA 76 B IE AR Gl ol . iR sige sy
B H AAL K B B AR R BREEA T[] 2D A 4
1.2.6  RT - PCR # & GCN5. SOX9 #= TGF - B1
mRNA # F &

56 H TRIzol 14 HUK BB K2 5T A9 5L RNA L HiL
500 ng(500 ng/10 wL) L RNA 306 5% 5% 1 cDNA , #-7H
RT-PCR A 3 LA 19 mRNA FJE, RT-PCR AY5 |4
J¥%1 4 : GCN5 _F3#5'-CCCAGCACTCCCATCTTC-3,
T %5 -GTCTTATGCTTCGGGTCAAA-3' (§ 14 7= 1)
£ 446 bp) ;S0X9 L5’ -GCACATCAAGACGGAG-
CA-3', Fii#5'-GGTGAAGGTGGAGTAGAGCC-3' (§”
B PE K 217 bp) s TGF-B1 _E i 5'-CCGCAA-
CAACGCAATC - 3" , F % 5' - GAGCACTGAAGC-
GAAAGC-3' (¥ = #1 K & 320 bp) ; GAPDH _[-Jj#5-
GCACTGAGGAACCCGCCTAT -3’ , K i 5’ - ACC-
GCCTGTTCCGTTTCAGA-3' (4 =M i 496 bp) -
AENE AN 7 7 12 LSRR
1.2.7  Western blot #] &£ GCN5.,S0X9 #= TGF-B1 %
| i &k

A 4K R 48U A, BIFES J5 8300 12 000 g
30 min, B F 34 #E4T SDS-PAGE BEJEHL Tk o FHIR %
PR E AR E PVDF BE Lo I AL B —$iad
&, TBST 236 3 WK, FiiIn A fRic HRP () —Ht, £l
1 hJ5 F ECLAL 2= ROGIERN
128 RF Rt

B 20K B 5 ATS 7 d s B9 B 4040, 20 )5k

TPA WA YA &% HE Qe ta, Y)R F G s
WMEETFHECE NER N R A . AT 1K,
SKUIR TR0 B /NER
1.3 it F ok

% FH SPSS 22.0 2 GraphPad Prism 6 44 1754
PRabEE, P SR AT HA 3R IS s LAYy
BrabnifiZs (v + ) 3R, 1] LR R 207 2250
Bt (one-way ANOVA) , J5 25 A5 55 Bif >R FH AR A8 446 5
(rank transformations test) ., P < 0.05 N 2Z%H 51T

2 # R

2.1 LV-shGCN5.LV-shSOX9 #= LV-shCTR & 28 %
A MER F B GMC #2697 52

Y T A DR A2 i B 5 © A T shGCNS
shSOX9 Fl shCTR ik Fukr , iir LAASHIF 58 - e Z 1T 56
BP9 28 15 ILA B AT LV 4%, 15 2] LV -sh-
SOX9.LV-shGCN5 Fl LV-shCTR H 455, 25 %
FH 1%107 TU/mL F1 1x10° TU/mL PiFf LV #5445 2 i/
77 GMC AL S5 . 25 S o , BRI FE R LV -
shCTR PJfg/ s GMC 4ii il , HS AL RCE 1T 35 90% 4
A (B D) B &S, 1X107 TU/mL % B 98 650
FETE . PR, 7 5 2L 00 K BUE s ik 1 se g v,
LV-shRNA (¥ #24 1x107 TU/mL.
22 KA B IELV-shRNA 69 %%
221 W BEE T IKE YR B

R T SR B Dk R RR B A A GFP Sk
i LV-shRNA B 41555 7 (A LV-shCTR K] ) i 2 5
AR HZL, R E R 1x10" TU 9 LV-shCTR #
AKEE B, 565 4 REFHOR B A= EEMEAS GO JHE L
J R ) AT /NS B AG ARG A, TRIRE 2R T I 5 R R
FIESE IR AT, 455 A, LV-shCTR#E K EUR , H:
B 126 B I 5 T LA RS (K1 24 .B) . 534k,
T K B 2% B 9O S . RIS 3
JKHEVEARFIBHRERS LV-shRNA S AKEIB 441,
2202 KA

[7i] b Bsf () U A 8L A T vk R )l T T LV -
shCTR A K BRI U A A o, FEE /Naskorn i
/NEERAOE AT WL GFP 5 (] 2C) , IEH B L 4UTEHHE
S, FIIZLV-shCTR 8 52 n] R YL K BUAY B 4140
L
2.3 JUE GCN5.S0X9 Ak B # 2R %2 B #F Thy-
IN K RUR484% % TGF-B1 &£ & 09 % f

I B 2 DK 3 R 43 i 1) K R ZH 2 A
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1310 TU/mL 1x10° TU/mL LV-shGCN5.LV-shSOX9 FI LV-shCTR, fEEA4E 4 K,

WA 1 (1 10" TU/mL #1 1x 10° TU/mL) f LV -shCTR /b B
GMC 60 h, 4 5 L EGR PO , UL 90%(x100) o
Bl RABHEKRELV-shCTREAKRS L KR GMC
BIIER
Figure 1 Detection of rat GMC infected by recombinant
virus LV-shCTR under fluorescence microscopy

TR T Lo W

I M, {fH7E LV-shGCN5+Thy- IN 5§ LV - sh-
SOX9+Thy-IN ZbHEAY K BB H, TGF-B1 Y ZRIEIKF-
ML TR, 4R DUBR K BUE PN GCNS B SOX9 %&
5, TGF-B1 FE K (1) 323552 ) T B B Al .
2.4 LT GCN5.S0X9 % A 5 *F Thy-IN X & K 29
38 A 097 m

AL BER FUE 7 d, B AR BUE e it A 1Y)
Fo MEBEREATUESE, DUER T B I GCNS 3 SOX9 JE A
YRR, B /NS P 9 20 0] A T Thy- 1N 41T
LV-shCTR+Thy-INZ ([ 5) . #&7, TTBRE 42
F) GCNS5 F1'SOX9 3 R J 8y ] 411 il Thy- 1N K BUEF /)
BRIV AHML G2

3 i
MsPGN 955 A8 F-AE 2 GMC 1 53 38 21 Fl ECM
1R AR, B ] K BN B INEREF Ak A4k

LR R IKTEST ATS, BIi75 S Thy-IN 85, 78
Thy- 1IN KB 5 3 h BUE Rz i, ek B 4l 2t
GCNS FI1SOX9 [ mRNA 58 H &AM L. RT-PCR
(&1 3) fil Western blot (€] 4) 25 3 i 7 , Thy- 1N £ Fll
LV-shCTR+Thy-1N 41, H'B 41 41 rf GCN5 H1SOX9 1
mRNA FIEE (17K P2 2 T4 5, (A7 LV-shGCN5 +
Thy- IN 1 LV-shSOX9+Thy- IN 4t ¥ 41 (Bl 0 2k T
GCNS5 B SOX9 K& A f Thy - IN KR , B 24 41
GCNS5 H1SOX9 1 mRNA Fl 8 [ 33k 4 B B b
FE B NTEEVE LV-shGCNS F1 LV-shSOX9 ff 52 Al 45
TR B 2H 2R GCNS A SOXO LRI 3k .

T W58 UL ER GCNS A1 SOX9 X Thy- IN K K
TGF-B1 Kk 52, FoATTH RT-PCR 5 Western
blot K52 T 4540 K FUE 4H 2P TGF-B1 mRNA (& 3)
KR (K 4) K- 280 & B, Thy- INZH ALV -
shCTR+Thy-1N 41 K fUE 412U TGF-B1 2 [H R34

B Radiant Effclency

( Dlseclemfr

pW/em®

®)
A/ NEPIER T WO = 4R R W BRSO BB AR 0 JH I s B NSO EME R C B S KR DI R R AR RS, I NERFITE
BRI T GFP PG (x400) ,
B2 LV-shCTRRHEFKREZE RGNS HRKEFHORE

Figure 2 Imaging of rat organs perfused by LV-shCTR plasmids and examination of frozen sections of rat renal tissue

O 7R R , MsPGN 7EFR [ JF &1 B /NER B R ]
o A EGR R LA, 24 0 SRR B R A 30% 1
SR IUAE T H MsPGN 11 &9 5 5o 5% 0% (AL
BT AL S0 R 2 SR AL 45 i AT 2
R, TRAZEHALT, BE AT R & MsPGN JA9 7 259
PO B, ] e I RISTR IS %

K B Thy- IN #E LA 5T MsPGN 14 H sl 45
RUUS AR B/ NER 19 B 5N MsPGN
L. 240K ARVE A MIFR E & B, Thy-1N K
L GMC A% 78 ELAT sublytic C5b-9 AYMHSE (E]) Thy-
IN KB G B4, H GMC 2 110 ] W, sublytic C5b-9
MUTRL (A UL B AR & 58 88 ) o 1AM H sublytic
C5b-9 H ¥ 7% GMC 5 , R | B 40 ™= A= 8 T~ 5l
A B RN

sublytic C5b-9 1755 GMC 34 A= AL , A< 2H
HARSMIFSE EAESE , 3 sublytic C5b-9 Hli Y GMC 7]
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3 % * CIGCN5
24 . £ X « EmSOX9
2 =TGF-B1
23 2l E
=y ## # . #

-EZ' AA AMA
z

=1

i i

0_

e
A:RT-PCR HLIK 25 5 B: 28 4011 B, RT-PCR &K, Thy-IN
ZH ALV -shCTR+Thy- IN 21 B 4141 ' GCN5 . SOX9 #1 TGF-B1 mRNA
IR 98,5 LV-shGCN5+Thy-1N £H 1 LV-shSOX9+Thy-1N
215 4141 GCN5 . SOX9 FI TGF-B1 () mRNA A4 i PR, 5
NS HA#, P < 0.01; 5 LV-shCTR+Thy- 1N £ £ %%, “P < 0.01; 5 Thy
SINHHEE,'P < 0.01(n=3),
B3 TE GCNS Y SOX9 B H IR & E 3T Thy-IN X R
TGF-B1 E F & RN
Figure 3 Effect of silencing GCN5 or SOX9 gene and its
influence on TGF - 1 mRNA transcription in
Thy-1N rats

A NS4l Thy-1N 41

e

LV-shCTR+Thy- N 4 LV-shSOX9+Thy-1N 41

< o B
\\f ' \\
< (ﬁ?‘xlo q;ﬁg
A Al
\)ﬂ \)Q & \ﬂ 8

CIGCNS
mS0X9
=TGF-B1

AR 23R K
o [\) i
m ¥
" —
*
TS i
> #
> #
> #

A: Western blot LK 2547 ; B 2 41Tl . Western blot 5246
KB, Thy- 1N 41 F1 LV -shCTR+Thy- IN 41 15 41 41 h GCN5, SOX9 Fil
TGF-B1 A HFRA Y B E WL {H LV-shGCN5+Thy-IN 41 fll LV-sh-
SOX9+Thy- 1N 41 414174 GCN5.SOX9 FI TCF-B1 B 2K [ 235 1) B
W, 5 NS H#, P < 0.01; 5 LV-shCTR+Thy-IN 41 HL %5,
4P <0.01; 5 Thy-INZ [L#,"P < 0.01(n=3),

4 B GCNS5 Y SOX9 & F IR & E 3T Thy-IN X R
TGF-B1 EARIEMFMN
Figure 4 Effect of silencing GCN5 or SOX9 gene and its
influence on TGF-B1 protein expression in Thy-
1IN rats

150
& : *
= 100 A
§ A#
§ 50 -
LV-shGCN5+Thy- 1N 41 =
% %%

A HE B EOEEIE A B B/ NERAN AR ST & . 5 NSALARHE , Thy- 1N ZH 1 LV-shCTR+Thy- 1N £ /NER P 20 i 45 aT D (38 04, i LV -
shGCN5+Thy-1N 21 F1 LV-shSOX9+Thy- 1N 21 "B /INBk P 41 A B0 8 S AR T RTA 4 . 5 NSAL %L, P < 0.01; 5 LV-shCTR+Thy-IN 41 Lt

5 ,°P<0.01;5 Thy-INZHH#, P < 0.01(n=3),
ES5 mMEXREHR

GCN5 5 SOX9 E [F /53X Thy-1N K R 15 /N3k 240 11 4= g 2200

Figure 5 Effect of silencing GCNS or SOX9 gene on proliferation of glomerular cells in Thy-1N rats
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.2 i GCN5.SOX9 FI TGF-B1 HE K Ay 3k, ik
— SIS I, GONS 2 SOX9 i T H ml fiE ik GMC
A TGF-B1, #2751 sublytic C5b-9 H# GMC i 5
B GCNS5 8¢ SOX9 fg# & TCF-B1 A . T
PRSNGSR 3R LB — , I AR SMAS SR AR AR
W4 T IR UE, AR SEER A A T TR K RS Y
GCNS 8 SOX9 FEK X} Thy- 1N K FUE 4HZ TGF-B1 7=
Gy Ae

CRILV R RN s Az — @ s nT T
A0 AR A% . ST LV AUAEfL2E shRNA
FEIR TR, 7 H A 25 7 IR A U L, I i A Rk
AMFEE H SR R, ST R 2 ), 3R
144 shGCN5  shSOX9 Fl shCTR ¥ 51152 i A 7, il 4
LV-shGCN5 ,LV-shSOX9 Fl1 LV-shCTR H 41k 7% , 2
JE PEAT T I GMC I AIE . 45 & PHL, LV-shGCNS
FILV-shSOX9 BE fE il D) 4L GMC, g A 2T Bk
GCNS5 F1SOX9 FE[H

9 T ik LV-shGCN5 H1 LV -shSOX9 B i #l 5 A
KEVE AL, R T ARG — B KRS 3h
WKHEE AN L A B AL JEEACR
R, A LV-shRNA J5 , B BE 28 6 B i 2 5 T
HAb#RE o Bl G & 5K B Thy- 1IN, s B 4120
GCNS5 F1SOX9 Hy Rk , UESE LV -shGCN5+Thy- 1IN 21
FILV-shSOX9+Thy-1N 41 1Y) GCN5 #1S0X9 K& K 1k
W& TP, #8'5 A LV-shGCN5 il LV-shSOX9 fig
A 7 35 P ) 35

AR RSN S286 B 2 % I, FH sublytic C5b-9
H# GMC Ji5 3 h, GCN5,SOX9 F1 TGF-B1 #1H] & |-
P4, H B T0ER GMC Hh ) GCN5 Fl SOX9 £& K 5 1
17 sublytic C5b-9 H13, H LN TGF-B1 B9 AE 5 X ]
R (B R L) o ST KM Thy-IN &5,
TGF-B1 TR R 3, S T MR PFAL TR Y
GCNS F1SOX9 JE K X Thy-1N K FLF 2L TGF-B1
FEA R, B IS AR T A KB TGR-B1 JEH 3%
KA AL . 455 on DT ER B A 24U %) GCONS 2§
SOX9 HEPH 5, HE A TGF-B1 3 R A B i i
X — GG HADSN LIS 25 R —F, /R 7E Thy-
IN KB ZE B3 2 P, GON5 . SOX9 ik i [- R fE
SN TGF-B1 MY A

HI 23R &, GCN5 J& T— 13 HAT 5 P i 5%
SR ORI SOX9 T — AN SR, h
SOX ZMWERL L o A7 SCHlkHR A, S5 sk 7 54
SRR S FEE G5  FL SRARTOE T S sk
FEEETERE A, IR L A s, AR

PRZH T & BL, F sublytic C5b-9 Hli# GMC )5 3 h, H
GCN5 . SOX9 Iy 3R K /K- ¥ W] W 5, H GCNS 5
SOX9 RE & A= &5 45 , L[R2 TGF-B1 JE P A7 5%
ABFFEUESE , Thy- IN K RUK R 3 h i 480 Y
GCNS5.S0X9 J TGF-B1 #k 2 Fi ,{H GCN5 .SOX9
TheE oW, HUTBROK RUE 214U GONS 2 S0X9
FLHAEHRE T TCF-B1 335, HOA N, GCN5 Fl
SOX9 7> 1 J& T TGF-B1 [ _LilF FE [N o (K75 —421
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