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[ ZE] B0 GONS K sublytic C5b-9 FIIFLA RS /IR 2 A1 L (glomerular mesangial cell, GMC )75 Cyclin D1 3£
Fh L) J GONS Z Ak 184 SOXO s s R FRIVER . 75 3% : JoFl Western blot Kl Thy-1¥ 48 (Thy-1 nephritis, Thy-1N) K FAG
ZHZVH sublytic C5b-9 FIELHY GMC H GCNS ,SOX9 #l Cyclin D1 933k SRIF 515K pIRES2-GCNS i3 # 35l shGCNS /N5
WK X LE TR 5 Cyclin D1 Ji3 8l F BRI T [ G % 4 GMC, SO R Bl 4 56 H 5255 Fll vreal -time PCR . Western blot £l i
FEIR TR GCNS J5 Xt Cyclin D1 ZE3R 520, [R] s FH 692 S T3¢ (Co-1P) il Western blot K& sublytic CSb-9 HIl 3 54371 5% Ye
GCNS 2 R8G5 FORL (AGCNS ) 1) GMC 1 SOX9 1 Z AL B i . £55R « Thy- IN K BUE ZH 2R sublytic C5b-9 B
GMC H GCN5,S0X9 . Cyclin D12 FH /K- 8 L3R, 1fiid 235 GONS ZEH AE_L R Cyclin D1 AYJ5 2 F16PE .mRNA FIEE H3KA;
N GCNS ZA AR 2 T AR 45H . KA1, sublytic CSh-9 BT F35 GCNS SRR HE T SOXO 1 WA , MiliEk GCNS J5
MR T SOX9 Y ZEAL /K-, 4518 : GON5 ] 38 GMC H Cycelin D1 FUZEi% , AL SOX9 A Z b AL AE M
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Cyclin D1 expression and SOX9 acetylation regulated by GCN5 in glomerular mesangial
cell induced by sublytic C5b-9

GUO Miaomiao, LIU Longfei, XIE Mengxiao, WU Zhijiao, LUO Can, PENG Mingyu, ZHAO Dan, ZHANG Jing,
QIU Wen, WANG Yingwei’

Department of Immunology , Nanjing Medical University , Nanjing 211166, China

[Abstract] Objective: This study aims to explore the effects of Cyclin D1 expression regulated by GCN5 and the acetylation
modification of SOX9 by GCN5 in the glomerular mesangial cells (GMC)stimulated by sublytic C5b-9. Methods: Firstly, GCN5,S0X9
and Cyclin D1 expression in the renal tissue of Thy-1 nephritis (Thy-1N)rats (in vivo)and in sublytic C5b-9-treated GMC (in vitro ) was
examined using Western blot. Then the plasmids of pIRES2-GCNS5 and shGCNS5 or these plasmids with Cyclin D1 promoter plasmids
were respectively transfected rat GMC, and Cyclin D1 gene initiation, transcription and expression were measured by luciferase
reporter gene assay , real-time PCR and Western blot. Meanwhile , SOX9 acetylation was detected by co-immunoprecipitation (Co-1P)
and Western blot in the GMC exposed to sublytic C5b-9 or transfected GCN5 overexpression or enzyme activity mutation (AGCNS5)
plasmids. Results: The expression level of GCN5, SOX9 and Cyclin D1 was significantly up-regulated both in vivo and in vitro, and
GCNS gene overexpression increased Cyclin D1 promoter activity, mRNA transcription and protein expression; GCNS gene knockdown
made for the opposite results. Besides, SOX9 acetylation was also elevated upon sublytic C5b -9 stimulation and GCN5 gene
overexpression; SOX9 acetylation was reduced upon GCN5 knockdown. Conclusion: GCN5 can promote Cyclin D1 expression and
acetylate SOX9 in GMC.
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Z B A PE B 98 (mesangial proliferative glomer-
ulonephritis, MsPGN) J& A 285 UL % B /NBR B9 , I
9 A8 R AIE 2 B /N ER A B4 A (glomerular mesangial
cell, GMC) 4 5 % 488 A= FL 40 g /1 3 5 (extracellular
matrix, ECM ) 19 525t 8 B, d5c 28 0] 350 &1 4 6 g
S KB Thy- 1N J&—Fh% 56 A T MsPGN W58 1)
YR AR DU AT B R W, Thy-IN &
95 LA V15 % C5b-9 (sublytic C5b-9) FARHSIE . 14
&M sublytic C5b-9 4138 GMC J& 1T 51t 20 fifg 4 £ i
FEHEAR R TR (H E H T, A K sublytic CSb-
9 fit it GMC A= I FHLTIIEAS o3Il 2

ARV BT HIIESE & R, 7€ Thy- 1N K EUE R
I B 44U 52 sublytic C5b-9 H ) GMC Hr, B
A HE A LB T % 1 (histone acetyltransferase,
HAT) 1% P19 GCN5 Fl%% 5 K -1 SOX9 LA & Cyclin D1
Bk R FIE . 0 GONS BE AT Z ek & i Ze
H AR 1 (e S ), SCREAE Rl B s
PR R I PR R 2 S0 TR, SOX9 Al m] i a2k i
Jod 20 S A BB 7T Cyelin DAY 235 T 25 U AE 15
YA G1IHIEA SIS B IX 3 FhIL PR (1 ik
R R A 5 A PR EE N . 45T GONS I
SOX9 J3 il —Fhfe AT HAT H%E S 4T0N A 1 Fn &
BEHR SR SR T T Cyelin D1 SR 200 A I 5%
R — 5, B sublytic C5b-9 Jli Y GMC Hh T}
T F9 GCN5 XF Cyelin D1 5 R 6 15 A AT §2 0, LA &
GCNS5 ] 75 Z Ak &1 SOX9 H R I A HIE , A5
XL T THRT

1 #RFTTE

1.1 A4

KB GMC 4 #k (HBZY-1) g B iU v
AL IR R 0 o pIRES2/GCNS (A Flag s )
F1peDNA3.1-SOX9 (77 HA #5345 ) i 3k ki . GCNS
il 3% P 2 1% 2% 78 UKL (570 1 43 R 978 S TR 4
1% , T FRAGCNS ) 34 Hy A PRGE 4H X1 e Al i
B A, pGL3-Cyclin D1 3 35 74 K (+105~
+130 nt) JFORE 1 AR TR 2E 11 A 1% {4y e - e

Z iR BT Thy-1 Ab AR SEBG % il 25 AR A7
FMASR B it B A R 3 B & 10V (normal human se-
rum, NHS) o A #MA C6 5 [ IfiL 7 (C6DS, Comple-
ment Technology 28 F] , 38 [ ) o #MA $4 K I 1L 1
(heat inactive serum, HIS) /&45 56 °C 30 min K7/
IEH NIME . HALA Co(dtnt SUAM N Y ARA
BT o HLFikE GCNS HTLIAR (C26A10) | L B LT

A (Ac-K-103) (CSTAH], EH) . BTk SOX9 Hifk
(sc-166505, Santa Cruz A Al , [ ) . £ 5wk Cyclin
D1HiIE (Abcam 23 H] , £ H)

12 F#%

12.1 KA GMC#¥EHR

PR B GMC 4l bR FD T & A MEM 56 42 3%
FRW (10% 54 M35 ) 5 7% 48 ho YRl & Bk
£ 809%0~90% M} , AT A AL AR I AR LG 75
1.2.2  Sublytic C5b-9 #1i% GMC 5z A% 7] & 49 # &

¥ GMC Ff F MEM 58 @15 32, 2l & ik
60%It , FHIAS [R) & J 19 Thy 1 Ab 48 30 min, FHA
[ BE Y NHS (B AMAO) AT E o 285, R HFLRR
Jiii Ul (lactate dehydrogenase , LDH) 5 # A GMC %
fift 1 E 53 % . GMC ¥ it R /N T 5% FR b W35 A
(sublytic) " . ARMFFE LM E DL 5%ThylAb
55 39%NHS 1 I i sublytic C5b-9 f A .
1.2.3  GMC % GCN5.S0X9 #= Cyclin D1 F& ik /K49
]

GMC 43 2H b 38 - % GMC 431 6 41 (n=3) , P D
MEM 41 : {4 F MEM %555 ; @Thy-1Ab 41 : 45 Thy-1
Ab(50 wL/mL) B4 30 min, 28 W Y45 I MEM
K5 9% ; @Thy-1 Ab+HIS 41 : FH[A] & Thy-1 Ab B
30 min, VEEJE I HIS(30 pl/mL) 441555 ; @ Thy-1
Ab+C6DS 4 : [l & Thy-1 Ab ZH 30 min, YE& 5N
C6DS (30 wl/mL) 4k 2L 15 7% ; ©Thy-1 Ab+C6DS+C6
41 . [7] | Thy- Ab 24 30 min, %45 A C6DS
(30 pl/mL) % C6 £ F (2 mg/L) 545 3% ; ©Sublytic
C5b-9 2 : finfa] & Thy-1 Ab 24 30 min, Y45
NHS(30 pl/ml, JEAERMA) k28555

Western blot 3255 : iR 7324H GMC 7E 555 3 h B
FEEUE 1, H Western blot £l GCN5 . SOX9 £l Cy-
clin D1AYZIE . H CMC 24P .0 10 min, HL20 pg
AT SDS-PAGE JRHLIK, 56 45 VAHRMRER 1120 V
HLPK 2 h, 3245 H1 0.3 A TE R 120 min, B2 17
ENE| PVDF I F . Z 54330 A GCN5,S0X9. Cy-
clin DI —4t,4 Cil . HPER HHRP FRic i) — 40
¥ 1 h, 55 ECLARZE RO GatGR s =
1.2.4 it &k R TE GCN5 *F Cyclin D1 A K &3 F
LA

GMC 43414 B - K¢ GMC #5 Y A 8] BokE 47 40
2 (n=3) : OpIRES2 £ ; @ pIRES2-GCNS5 4 ; @)shC-
TR 41 ; @shCTR +sublytic C5b-9 £H ; ®shGCN5+sub-
Iytic C5b-9 41 . @ @4 H Lipofectamine 2000 ¢
pIRES2 5 pIRES2-GCNS Jii ks B b o8 70 51 5 & A
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Cyclin D1 J7 853 51 1) 9 ' 28 il e 15 3 DA o
UL GMC J5 48 h, Q) @ @AM [A]72:6 shCTR 5%
shGCNS BTk 5l s 4331 5 & 47 Cyclin D13 85
G N ZE R 5 SE R TR JE G Y GMC 48 h, FiAT
sublytic C5b-9 il 3 h (G FR3A A/ N T-HE FokL i) Y
RCRIGUE LIS AY GONS5 IR E ) o

9 C R WS L 1< Bl 2 5% v
(PLB) 24 AL BLIS 1 GMC, 1798 6 K B 45 S 58 )
7€ Cyclin DA ahF{& k. 2058 Jefe R 4s vhom
A 25 wL % 6 R A ML) T, A 26 6 & 6 A
W RS 2.5 WL PLB 2 110 41 i 35 2] 4G ) 4
o YRS R R A K O R BERIEME , s A
25 L Stop&Glo®Reagent K Il ¥ "B 2¢ St &K Wl (1 1%
Pk o 3K A B DG Y AR R Ry e 4 45
R
1.2.5 it &k RITEHK GCNS *F Cyclin D1 A 4% 5
Rkttt

Cyclin D1 mRNA ZK-F9INE < BURLf% 4« GMC 1Y
AreA 6] 1.2.4. FH Primer Premier 5 B4 K B Cy-
clin D1 %HB—actin qPCR%I%o SIYFEFUT Cyclin
D1 5 -AGAGGGAGATTGTGCCATCC-3', FiiE5'-
ACAAGA-ACCGGTCCAGGTA G-3';B-actin [ 5'-
TCACCCACACTGTGCCCATCTATGA -3', T i 5’ -
CATCGGAA - CCGCTCATTGCCGATAG - 3" . 42 HL
GMC 5 RNA , HU500 ng it RNA YRR , 41300 % % 1)
#% ¢DNA. Real-time PCR JZ W B4R 195 °C, 10 s il
AP 595 C,5 5,60 °C, 31 s, 3 40 MG, FHB-actin
YENSEZA TN 2%, Cyclin D1 FEH
IR AE [A] 1.2.3 ik
1.2.6  Sublytic C5-9 #1445 GMC ¥ SOX9 Z Brit K
SR

GMC /3 #HAR BRI A 1.2.3, SOX9 Ltk /K
R VTTE (Co-TP) Fil Western blot SEEGHG I o F2210
B B4, & 6 LA GMC A 200 L. TP Sk (75
PMSF F@EER B 55 ) , 32 B0 F 51T Western blot
il , —H0 R SERALGUIA (Ac-K-103) , 5255 25 BR UL
1.2.3 4R,

1.2.7 id &Lk GONS feBaid % %45 (AGCNS) 2,
LB GCNS & %570 SOX9 LB ag#s &

GMC 741 A3 . i Fe ik GCNS FIAGCNS #4341
J&:(DHA-SOX9+pIRES2 4, @QHA-SOX9+Flag-GCN5
2H,@ HA-SOX9+AGCNS £, 43 5k YekH v ok T
GMC 148 h, Y3 UTER GON5 KM Y434 2 : DshCTR
2 ; @shCTR +sublytic C5b-9 41 ;@ shGCN5+sublytic

C5b-92H ., ¥4 shCTR 5 shGCNS5 Jf ki B 45 4 GMC
Jii 48 h, QAL Fi4T sublytic C5b-9 Hli# 3 h(FIr g 43
Hn=3), SOX9 LA E R 1.2.6 Frik .
1.3 %itssix

FIEAT 2B <7 AR 3 Uk, TS e A L3y
bR (i + 52) Frm , 21 [B) FLRU R R R 260 22
S3HT, B LEAECR FH SNK 5. 14 FH GraphPad-prism K
fFCRA 5.01) AT GE 7004, P < 0.05 h 2E A 58

NES-9'8
2 &% R

2.1 Thy-IN X £ B 4228 F GCN5,S0X9 #= Cyclin
D1 A B 8 kA

B Thy- 1N K& 3 h FILE 5 G Il i (NRS) Xt
FEE 3 h 19 & 8Lk 47 K A 87, Thy - IN 4111
GCN5.,S0X9 Fll Cyclin D1 35 B 2 7+ (P < 0.05,
1),

A X HE A

Thy-1N 20

GCNS5
SOX9
Cyclin D1
B-actin

6 -

44 [ Cyclin D1

TR FRIB AT

o N

XHEZE (3 h) Thy-INZH(3 h)
A: Western blot LYK 45717 ; B: P @S Hr il . S5 X IR L
5,°P <0.05(n=3),
El1 Thy-IN KRS HHAH GCN5.SOX9F1 Cyclin D1 EH
RIRIK
Figure 1 GCNS, SOX9 and Cyclin D1 expression in the
renal tissues of Thy-1N rat

o

2.2 Sublytic C5b-9 &) # # GMC F GCN5.SOX9 F=
Cyclin D1%& & 9 &1k

¥ GMC 434 MEM , Thy-1 Ab,Thy-1 Ab+HIS,
Thy-1 Ab+C6DS . Thy-1 Ab+C6DS+C6 Fl sublytic C5b-
94 . Western blot £l & ¥t , 3 h i, sublytic C5b-9
ZH A1 Thy-1 Ab+C6DS+C6 41 Y GCN5 .SOX9 Fil Cyclin
D1 FAI B (P < 0.058 P <0.01,K2).
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A L 3 Cyclin D1 By sh 357k, mTTER GON5 HEH 5
v S W i sublytic C5b-9 F A Cyclin D1 J 3 715 1k .3
T R L S .
R S R AR TRE(P<0.055P<0.01,E3),

—92 kDa

SOX9 —56 kDa

oo R

69 CIGCN5
B- | EESOX9
§4_ B3 Cyclin D1
#®
-‘D_—{
£ 24
o
“ m "] (] i
O_
$B x‘é% 60 %X
Q‘ﬂ‘* \ » F\"X & \ﬂ“c
A\ Q‘oﬂ'\ N > &
NS

A:Western blot LUK A% s B2 2P g kG iH40Hr . 5 MEM Thy-1
Ab . Thy-1 Ab+HIS Fl Thy-1 Ab+C6DS H#,"P < 0.05,”P < 0.01(n=3),
B2 AELE3 hA GMC H GCN5.SOX9 # Cyclin D1 &
BHFRIE
Figure 2 GCNS5, SOX9 and Cyclin D1 protein expression
at 3 h in the GMC by different treatment

2.3 itk ik R GOCNS & Cyclin D1 &
FAn ik 0GR

4 pGL3-Cyclin D1 Ji 87 kL 43 51 55 pIRES2/
GCNS5 @¥ shGCN5 It 4% gL GMC., £ % YL J5 48 h,
pIRES2/GCNS5 ZH AT il 3 , i %% 4% shGCNS5 Ji ks i)
GMC 15 %% 36 h, FJCILIE YLK 12 h, F45 T sublytic
CSh-9 8 3 ho Z5H IR, i F ik GONS F K i

AE B A

W
I

EES

~
L

NS}
1

Cyclin D1 RLU {H
—_ w

mifiniils

SIS SIS S\
Q\Q&

sublytic C5b-9(3 h)
5 pIRES2 [L#, P < 0.01; 5 shCTR [L%¢,"P < 0.05;
sublytic C5b-9 [#2,*P < 0.05(n=3),
B3 FFRIEHTE GCN5 X GMC H Cyclin D1 EE S 30
FiFm R R 0E

Figure 3 Effects of GCN5 overexpression or knockdown

5 shCTR+

on the activity of Cyclin D1 promoter in GMC

GMC A5 2 BUEL RNA 145 1 , real-time PCR
FIl Western blot Kl i 715 , 33 26 38 GCN5 1] & 25 14 fin
Cyclin D1 ) mRNA FIEE 17K, T #ER GONS SE A
T A #] sublytic C5b-9 175 5 ) Cyclin D1 #3k5 (P <
0.058( P <0.01,4),
2.4 Sublytic C5b-9 #1335t X & GMC J& SOX9 Z Btk
#9154

SCHIESE , sublytic C5b-9 F11 Thy-1 Ab+C6DS+C6
21, SOX9 (1) Z Bt AL /K- .35 19 m , B .SOX9 1 & A
FeR B BT (E5) o

1K GONS5 KL X SOX9 Z WAk & i i 50 -
9 T 3 B GCN5 1] Xf SOX9 #E47 2. Bk 1k & 1ii , 4

A s y B oo 4- CIGCNS
tg 4 ?\Y\@%l x?x?)5°" i . B Cyclin D1 #
3 >
= GCNS [M— -—92 kba 7 #
=, i - Ko :
E A 5 Colin D1 | 7 D2 :
S = B
S0 Bractin [S— 42 kD1 1 LA
0
\Q&‘%’L Gc’$5 \(j‘?‘ (ﬁ?‘ G(§5 sublytic C5b-9 0- Y @ 5
D LR S\ SN\
v R R N A% O O \O O
Q\% <ublytic C5h-9(3 h) I R o ?\?‘?& S —G

Cyclin D1 _— W W 37 (.

5 pIRES2 4%, P < 0.05,7P < 0.01; 5 shCTR H., P < 0.05,"P < 0.01; 5 shCTR+sublytic C5b-9 Fb#%,*P < 0.05,**P < 0.01(n=3),

4 TRIEHNEGCONSEEF

%0l Cyclin D1 mRNA (A) & A (B) &ix

Figure 4 Effects of GCNS5 overexpression or knockdown on the expression of Cyclin D1 mRNA (A )and protein(B)
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pIRES2. Flag-GCN5 3 3 35 i ki S AGCNS 433l 5
HA-SOX9 i 2 3k Fufi 2% Gt GMC 48 h, 17 Co-1P/
Western blot &M 1E 5 , 15 3635 GCNS A 3455 SOX9 1)
A, Mg FIEAGCNS WX SOX9 LAk /K-F-IoH]
WA (E6).,

TTER GCN5 & K %} sublytic C5b-9 175 SOX9 2
BEAAE I B 520 o 1 i — 20 B GONS fig S ik
&4 SOX9, #F shGCNS K B T 73l 5 e GMC F:
7 sublytic C5b-9 i3 3 h, J Co-IP/Western blot ZL 56
KIL, UUER GCNS FE K5 1 g BH {2 FEAIC sublytic C5b-
9753 SOX9 I L WAk & (7)) 6

IP:S0X9 IP:1gG

Ne}

[€B]

+

g E

wn

E S 38 9
+ T T )
= = = = v
= = =2 = ©
z =z =z =z g
s 0 n i =
=z =2 =z =z 3£
= E = 7z

56 kDa | IP:SOX9 IB: Ack

==
- ‘VJ o ;‘.7.“., -
56 kDa ““ﬁ' IP/IB:SOX9
56 kDa P - 3“- 1B:SOX9

42 kDa IB:B-actin

E5 TRESELERNGMC H SOX9 ZEKF
Figure 5 SOX9 acetylation level in the GMC with various

treatment

pIRES2

Flag-GCNS
AGCN5 -
HA-SOX9 +

-“ IP:HA IB: Ack

56kDa M G S5,

42kDa | MR S -t

BEl6 i33Rik GCN5SZAGCNS #MISOX9 ZEHLIEIHH(E A
Figure 6 Effects of GCN5 or AGCNS5 overexpression on
SOX9 acetylation

+ 0+
+ o+ 1+

56 kDa

92 kDa

3 i it

N Z& MsPGN &3 % 24 /5 1ifs TR ' 0 28 & i 1Y)
30% , HAH 2105 48 19 BRI, GMC 13 BE 3G A
FIECM [ K BUR e T B NERET 44, 51k
BE B IhAE AT KB Thy-IN & 244

20214F2 H
IP:SOX9 IP:IgG

- —

v v

(&} &)

o = I

= = A

- =8

+ + ]
2 = 2=t )
= = = =
&} &} (&) =
= = I z

56 kDa IP:SOX9 IB: Ack

56 kDa IP/IB:SOX9

42 kDa IB: B-actin
&7 B GCNS £ E 580 sublytic C5b-9%5 5% S0X9Z
BiAL B9 & 15
Figure 7 Effects of GCNS gene silencing on SOX9 acetyla-
tion induced by sublytic C5b-9

7% MsPGN AN IA Y sh A0 ) DUIFE S B R W,
Thy-1N 4 % 5% ELA sublytic C5b-9 FOARH I , Bl 24
GMC I T i sublytic C5b-9 J , B AT/ R 40 i
SRR DT i {53 B S [ A I Sy DR e
SIS R, 1 IR A AR I 5 PR 9 3 St S ek, e
L5 GMC AT AAESIf A S

1 Thy-1N K CMC B AETT 5, AMUTF 2 sub-
lytic C5b-9 (47 BRI, tho 7 22 S IR e S i ik
TG PR T AR A SR S [ 2 500 AR
S EURAIE , TS84 Thy- 1N KRR 3 h 1Y 5 4H 41
(1K) , i 2732 sublytic C5b-9 #1343 h () GMC
(441 ), GCN5 . SOX9 Hl Cyclin D1 B ZE ik 0 W [
W BAN , ARRBU A & B, Cyclin D1 3235 1 55 14
I ARSI T GCNS F11SOX9, H.GCNS5 5 S0X9 [l #ik
W FEAC[R] A8, =22 SOX9 () _F I AEfE 7 Cyelin D1
FE R 53, X B 25 B IR |, GCN5 .SOX9 Fl Cyclin
D1 Z AT REAFAEE BV C R .

M T A PR i £ py S8 5 2 & B, SOX9 Xt
Cyclin D1 FY 235G A R00 (TR &) o L, AHF
FAE BRIV T 4E GMC Hr i 3k s BT Bk GONS X
Cyclin D1 B PG g2 m . 25 R 28, i Rk
GCNS5 fig 4 = Cyclin D193 20 716 ¥ .mRNA I
FIKF, M TER GCNS JE R N BEFEAIKH sublytic C5b-
9 3% S E2HY Cyclin D1 FEHFH 58K, $#R,
GCNS HfEIEHE Cyelin D1 FERAYFEIA

SCHRHE , GCNS AR —AN 3 HAT 6 P ) #%
SRS R, LA T A B AE £ WAL &1 4 2R
F, X AE LA IE AR 8 1 (A sk R ), ARG s
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HA B, AR TR PR R
WF5E R T M7 sublytic C5b-9 R GMC 1 SOX9
AT 5 GONS 454 39 GONS ZBEAL &1 , 1A Sk
17T Co-IP/Western blot 3255, 455 & B, H sublytic
C5b-9 #1138 GMC J& , H: SOX9 #fi il 5 GCN5 454, H.
HOTRALKE B B3I, 5558, 78 GMC Hrid 3k
GCNS eI i 42 &1 SOX9 Y £ kAL K, i 7E GMC
PR YL TR P B2 19 AGCNS JFURLJ , SOX9 F) £ Tk
TR JEEA ARk . P4, UTEK GONS 3 A b ]
N9 sublytic C5b-9 1/ S SOX9 Z ML A T . 42
7, sublytic C5b-9 I A L5 , GCNS i fig Z It Ak %
i SOX9, HHAE AT GCNS i HAT 16 14

ZE TR ARG FERAIE T Thy-1N KR E 4
ZUH15Z sublytic C5b-9 3 1) GMC H* GCN5,S0X9,
Cyclin D1 25 R O 3G JLmt I, 2B H0)
T GCNS5 X Cyclin D1 23K 0952 0, L &2 GCN5 *f
SOX9 ) LA IEVE . BF9E4E 7%, GONS BEfE
# Cyclin D1 JE K 19 35 , )RE £ Bt AR 121 SOX9.,
AT 5T 45 5 R A E IR ARG Thy- 1IN 1) 4w AL $2
HET A R SEIARYE
(&% k]
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