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(8 ZE] HH:RaErrRrEEE 1 (specificity protein 1,SP1)7E Thy-1 "5 % (Thy-1 nephritis, Thy-1N ) < BB 2 23 5 1135 i 24
C5b-9 (sublytic C5b-9) Hil3# AY K BB /INER 28 I 41 i (glomerular mesangial cells, GMCs) A9 263k 1E O, TR SP1 &3k Xt
sublytic C5b-9 fit K B GMCs B4BH I9/E T . 7535 « 52 K B Thy- IN B0 | [0 JT] sublytic C5b-9 HIREAA SN F2 1Y A BL GMCs, 4331
FH real-time PCR il Western blot £ Thy- IN X BB 4121 (/& ) T sublytic C5b-9 HIH 19K B GMCs (f&41H) v SP1 2 [H ) mRNA
R A RIBKT RIS A . 5 R, #HE SP1 3k B Y 3238 B0k (pEGFP-N1/SP1-His ) F1 4 J& R /N1 RNA KL (SP1
shRNA ,shSP1) . L3R Bk o3 515 44 K B CMCs ([l B B0 B BRI YL 4) , F-45 T 5K AN 25T sublytic C5b-9 4l . real-time
PCR Hll Western blot £ SP1 2235 & , J1T CCK-8 SR GMCs IBGH IS, 45 3R + 7 Thy- 1N K ERUE 414U sublytic C5b-9
PR B GMCs 11, SP1 mRNA IR [R5 K P34 825 LR, HILAR Y AP RaB B AR O — 3. MR Ahd 363k SP1 ] 5 25 4 aff
GMCs B4, i CER SP1 AT W 30 sublytic C5b-9 9559 GMCs H455 S i . £518 : Sublytic C5b-9 FI K B CMCs J figid i i
SP1FIREHE GMCs H9FH .

[3£4217]  Thy-1'8 48 (Thy-1N) ;B /MR ZIEA0MT(GMCs ) 5 3895 ; WA C5b-9 (sublytic C5b-9) ; Hr PR 1(SP1)
[FEHES] R392.12 [XHfFRER] A [XEHS] 1007-4368(2018)11-1499-07
doi: 10.7655/NYDXBNS20181103

The role of SP1 gene in sublytic C5b-9-induced GMC proliferation

Zhu Yufeng', Cai Mengyuan', Liu Changwei', Wang Qinglin', Zhang Enrui', Qian Baomei’, Zhang Zhiwei’, Zhao
Dan’, Qiu Wen®™, Wang Yingwei®

'Clinical Medical Science of the First Clinical Medical College , NMU, Nanjing 211166 ;’Department of Immunology,
School of Basic Medicine , NMU , Nanjing 211166, China

[Abstract] Objective: To detect the expression of specificity protein 1 (SP1)in the renal tissues of rats with Thy-1 nephritis (Thy-
IN)and in the glomerular mesangial cells(GMCs)stimulated with sublytic C5b-9,and investigate the role of SP1 expression in sublytic
C5b-9-induced GMC proliferation. Methods: Rat Thy-1N was induced, and the cultured rat GMCs were stimulated with sublytic C5b-9.
The expression of SP1 in the renal tissues of rats with Thy- 1N (in vivo) and in the GMCs stimulated with sublytic C5b-9 (in vivo)was
detected by real-time PCR and Western blot, respectively. Meantime , SP1 expression plasmid (pEGFP-N1/SP1-His)and SP1 shRNA
(shSP1)were constructed. Above-mentioned plasmids and control plasmids were transfected into rat GMCs followed by sublytic C5b-9
stimulation or not. The expression levels of SP1 were evaluated by real-time PCR and Western blot, and the cellular proliferation was
determined by CCK-8. Results: The expression levels of SP1 in the renal tissues of rats with Thy-IN and in the GMCs stimulated with
sublytic C5b-9 were markedly increased with similar time points. SP1 overexpression could markedly promote GMCs proliferation,
while SP1 knockdown could obviously reduce sublytic C5b-9-induced GMCs proliferation. Conclusion: Sublytic C5b-9 promotes rat
GMCs proliferation through up-regulation of SP1.
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N2 R B A P E R (mesangial proliferative
glomerulonephritis , MsPGN ) & — 1 5358 AH 5C 1Y 1 ik
PRI L FE A I PRI A 1 B /N B 4% 114 409% A
At MsPGN F 2R A FHE 2 /K R B A (glo-
merular mesangial cells, GMCs ) 5 4 4= FI40 g/ pFk
Jii (extracellular matrix, ECM )i BEFRER? ) th k£
B MsPON B [N B 4L 27 2 A0 75 & 15 ) il o o i
FET, B AN AR Z 235 X MsPGN #E4T T IR AW
5 B Hs R B B AL 2 4 i ok B Y . PR
ARSI MsPGN A 1 1 3y A 28 B HO 28 19 73
B 24 B2 2 Ul b ) — TR ELAT 55

KB Thy-1 "5 %8 (Thy-1 nephritis, Thy-1N) /& —
FRA NI A ZE MsPON 1 S AR 45K B
J S Thy- 1 Hi 4 (Thy-1 Ab) J& , X PR BE 5 K R
GMCs KT Thy- 1 LR 45 & R AL L &), )
T T RO AT BB /N R AR 1 R R A
A5 AVREA AT C 878 , 75 KB Thy- IN 5
AR B /NER N 43 GMCs 3R 18T AT L AMAR C5b-9
AW B I R 2 AP A5 58 4, 9F B s
20 0 52 B LR S B R B R AE T GMCs 1Y
C5b-9 J& T W3 f# %! C5b-9 (sublytic C5b-9), T &
B sublytic C5b-9 W] A Sy A7 4 20 Ml 1 300 B 35 1k
LN 22 %A 538 R R 2 R SR -, AT
SO ML AR AT T e Ah AR TR AR A
JH sublytic C5b-9 Hll3# K B GMCs J5 , GMCs 75 4 3K
W ARG FE S > . $87R , sublytic C5b-9 X GMCs
FIR) S0 5 O 7 | S 4 0 4 S I E AR B B A AL
1l 1 A S 4z TR

AT #7K sublytic C5b-9 £ Thy-1N K GMCs
BB 53T AL, AS DR A7 30 52 30 S ) T PR s
A4 T sublytic C5b-9 Hl# A L GMCs J& 40 min 1
3 h R SRk T R 1928 4E , 95 Thy- IN A& 18]
(40 min 113 h) "B ZHZURE N 8 (Al A8 HEA T X, 46
R T —LeR NS ETIEE F R EE . o R
AR RESEEN (specificity protein 1,SP1) [
RPN BE AR R

SP1 JERA T AN YL AR 11 12q13.13 X, Z
K 737 AR Y 1, SP1JE T SP/kriippel FEf%
KT FEW TRz Rk BRI SP1
HA G5 A0 G G A oA S DI RE . A0 Liu 554
i, SP1 Al FIHHZUMEIA S AR E 1 405 RNA
(tissue differentiation - inducing non - protein coding
RNA, TINCR) fy KI5 fe HEFL IR AN 5 . 534,
Li 25" BF 5 22 B, 73N RNA-376a (microRNA-376a)

AT 38 1k #  AA7 SP1 mRNA R HE ik,
7T A1 ) s o 9 A M B4 5 . ASadae Ao ik, A5 K SPL
Fik LR 5 GMCs B 5 1 0C 72 W A DL SCHRIRGE o 5
It , A A5 B AR P (Thy- 1IN KRR B HZ0)
A4 (sublytic C5b-9 Hll#4 A K Bl GMCs ) K 4% SP1 1)
FEIRAKOT B LB AR, SR 5 A R RSP B A AU 35K
TR R ISR /INTHE RNA (shRNA ) 635 Ok, £ 1
PeiT i ek oL Bk SP1 JE KX sublytic C5b-917 5K
bl GMCss B4 BRI 728 I 52 i)

1 #MEFAE

L1 H#

SCIG B W HE I Sprague-Dawley (SD) K B, 180~
200 g, 9 H 9 [H B&RK 237 . KELGMCs(HBZY-1)14
A BB [E SR SR Y R0 F G o Thy-1 5T
AR SCHR Az 45 HMACK FHR A TS 20411
20 44 1k B ok B 2 8 ¢ 1 Vs (normal human serum,
NHS) . TRIzol (Invitrogen 2% A, JE[H ) , 330 %% 557
% (HiSeript II Q RT SuperMix for qPCR) (B 5% i ME
PR A BRA ), ECL AL KGR & (Cell
Signaling 23 ], £ [E ) , PVDF i (Roche A H] , B 1) ,
pEGFP-N1 JFU k7 (Clontech 23 ] , 2 [# ) , pGenesil - 1/
GFP#4& \DNA 1 Be ( I S 25 AR A BR A WD)
T4 DNA LR A TR G A VT (Fermentas 23 7]
L), BRI & (Qiagen A H] , 5 [H ) , Neon™
B 5% 2% b (Invitrogen 28 7] , 2 & ) , CCK - 8 (cell
counting kit-8 )il & (R AL #HF5ET, HAS)
1.2 7k
1.2.1 %) K S Thy-1N £ A

B SD K BRL(180~200 g) , J& # k4 5 Thy-1
P (0.75 mL/100 g) o 4350 FEESS Thy-1 HAHT (R
0 h) FEST Thy-1 HTAR )5 AN [ ] 5L (/I 2.4.6.8
10,1224 ) BUR FUH B2 5t (n=6) , BRAS IR AT 5351
T mRNA M A& A AR A . W3 SD R R #f
Jik 3 55 Thy-1 HTA (FREO6 BREH  n=6) , CE 5 7 d
IR BV ZHEWRAS A7 A 4
122 X & GMCs 3 #x#= sublytic C5b-9 #|%t

W KB GMCs R0 T 50 mL 4N EE -0 PN , 5557
o MEM (minimal essential medium) 3 109141135
(FBS), &F 37 °C.5% COMFH M , 1At K
2 90%Rl AT, A 0.25%REE 11 1 mL, THFEAE s
FIHAE3~5 min, YA, 2502 5 min(1 000 r/min) , 57
9, A ] PBS BLOWETR 2 UK, FE S SR IR R R 22
Pt e FERE R TR IO N AR EE i 7 . 2 GMCs 2B K
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2 60% il A 1, 43 90 45 7 Thy -1 HTK A1 NHS, R .
MEM HUITA Thy-1 H144 (50 wl/mL) F 37 °C CO, ¥
FE PR SR 30 min, BUH 28 PBS 2 vl vk 1 UK, A
NHS (40 pL/mL, BEAERMA) 767 4E PN 4% BT 75 B[] 5
7:(0.2.4.6.8.10.12.24 h,n=3) , L4 41 it 43 51 FH
T mRNA FIER R IEAE o
123 KASPIAR A AL HRKRGHEL LT

187 ] PCR 1223875 K Bl SP1 5L mRNA Y 4 i [X.
(A1 Bt 7E 373 i b His #5328 ) o 44 2l 4k % SP1-His
PCR ¥ F1 pEGFP-N1 BURLH Hind I F1 Kpn 1 47X
fiti U1, F ek 4 AL BV J5 /% SP1-His PCR 7= 4 Fl £k
PEAL I pEGFP-N1, 5 944 7 T4 DNA 3% % i 19 1
FH R 347 RN, 7 #2774k 8 A2 S A AT E. Coli
Top10, WA T & RAFRE R HUIE (LRI R 100 pg/mlL)
1 LB A L, 37 SCHE AR R , PR ICER 5 8 TR V& 2
T 3 mL & RARE R Pk (LR EH 100 pg/ mL)
M LB 35 FRM 37 CHE st i . Bk 2l 4k 157
EPRMUTTRL , 3% At 4 W g AR R A IR Rl T
DNA I S35 B ik, #4) £ i 25 41 SOk A 44 4 pEGFP
-N1/SP1-His.,
1.2.4 KASP1AB L F4k D FHRNA 6%+ A
ELH%x

i FH BLOCK-iT™ RNAi Designer (Thermo Fisher
Scientific Al , JE[E ) BT 3 AR R SP1EEH 1
%R AR/NTHE RNA (shRNA) , P81 L6 1, A
DNA Fr B Wi % 3145 BamH 1 F1 Hind I BEYI07 45,
fliF 5 pGenesil-1/GFP AR se 42 . DU L P41
vl B 25 AR AT PR R A R, U IESE H
DNA F Bt ¥l A pGenesil-1/GFP 1, A4 7 it 5 2H ot
Wi 43 Wil 4 4 SP1 shRNA-1(shSP1-1) .SP1 shRNA-
2(shSP1-2) fl1SP1 shRNA-3(shSP1-3)

%1 SPI1shRNA T3t
Table 1 SP1 shRNA interference sequences

shRNA FHI(5—3") {37 15 (bp)
shSP1-1  GCGACCAAGATCACTCAATGG 43~63

shSP1-2  GCAAGTTCTGACAGGTCTACC  515~535
shSP1-3  GCAACATTATTGCTGCTATGC 706~726

125 KA GMCs 34

fii FH Neon ™ Hi %% {0 ¥4 pEGFP-N1/SP1 - His #l
pEGFP-N1 7331l 4 21| K B GMCs (P HE L Neon™ Hi,
AR ) UL S5 I AN Ak 2 s 55 48 h, FHIZE
PR D GRS ESERS) i | (green fluorescence pro-
tein, GFP) [ FRIAIE O , [FI A IS0 240 B AG: DU SP1 2 1

Feik (n=3) M MG 5 (n=5) o [A]3% , 4% shSP1-1,
shSP1-2 , shSP1-3 1 shCTR 4351 %% 4 K fL GMCs , %
YLJ5 48 hilll SP1 A mRNA =F B (5 i ) Fe A UL BR AL
A shSP1) , BOKE shSP1 AT shCTR 4351 4 21 K B
GMCs , % 4 J5 48 h 45 F sublytic C5b-9 HI3L 4 h (il
SP1 4K 135, n=3) 148 h (I ZH L4751 , n=5) .
1.2.6 real-time PCR M2 SP1 # mRNA 7K-F

] F Primer-BLAST (NCBI) % 3t real -time PCR
19, FH LAY 88 K B SP1 A B-actin FE K . 514741
W :SP1 L5145 - CCCAGGAAACCCTCCAG -
AAC-3",SP1 FiiF51% 5" -GCATAGGGGCCAAGGT-
GATT-3'; B-actin I ¥i#5| 4 5'-TCACCCACACTGT-
GCCCATCTATGA-3', B-actin F #5149 5'-CATCG-
GAACCGCTCATTGCCGATAG-3', ¥ TRIzol —
P K BV ZH 4 GMCs A S RNA L BT g i
RNA 1 R, 35554 5 % cDNA , ] real-time PCR
Kl SP1 FIB-actin ZE K B mRNA =E . WS HCH
50 °C 2 min, 95 °C 10 min;95 °C15s,60 °C 1 min, X
40 MEH 78 60 CHEAT B ORI . AR A
P SLEREE R 2%
1.2.7 Western blot # 4 SP1 %& & & &

BUK BUB B2 sl ok 5L GMCs , A St 144
i , 2455 12 000 r/min B5.0> 5 min, BUF T3 5 min
B AR M S AR K, PR R 1 5% 21 PVDF
o ¥ PVDV RS A S GBI (4 C ),
TBST #7410 minx3 K . PVDF BGHE —Ho g
B(EHR1h), YEKEIA ECL & gt
1.2.8 CCK-8#:4 GMCs 3 78 /K -F

fdi 1] NeonS H, %% 1 ¥ pEGFP - N1/SP1 - His #il
pEGFP-N1 43555 K . GMCs, 46 h J5 il A CCK-8
SRR 2 ho IGFRAAE , FHEEFRAY (450 nm) A5
WOGREAE . Ak K shSP1HTshCTR 23 B GL 31 Kk K,
GMCs,48 hJ525F sublytic C5b-9 4 , 4k£2 4537 46 h
JE A CCK-8 442235555 2 h, B J5 K 450 nm 114
WG REfA
129 HE# &K Thy-IN K BB EF T

PR RS HRAWERAY 47 HE Q)5 12
T N ILEE T 41K BB L U M TR /N ek A
P B, BDAEAS PR AR TR 100 4™ B K AR 19 B/ Ek
2R, USRI R 2R
1.3 “%itFriE

BT A5 B0 s LA B AR fE 22 (x + 5) TR, R H
SPSS18.0 K {4 #E 17 75 2% 43471 Fl Bonfferoni Kz 5 , P <
0.05 2R A GFIT2EE L,
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2.1 Thy-1N K & B2822 1 SP1 A B 44 A 4 oL
KEUE4HZUH SP1 mRNA T Thy-INiE S5 2 h
I 2 O, IR IR B, A 4 h JT IR B i AR (141
1A), 1 SP1 # 15T Thy-IN 555 2~4 h ik 5|
WY , 2 J5 B WA (K 1B.C) . HE YLt R, 155
Thy-1NJ5 7 d i, LR /INR AR ERCHO0 B 2H 21
Z(EID.E) o KB Thy- 1N $l 5
2.2 Sublytic C5b-9 #]# X & GMCs F SP1 & A #9 &
ik K
Sublytic C5b-9 #1]# GMCs Ji5 2 h, SP1 A mRNA
W1 I, Z J B (B 2A) . SP1EE F#RAKF-
T 2~4 hiRENE(E , Z IG5 ZWiFEAR(E 2B.C) . 275

FTPI A A S 2 5, % PSP & FIAE/R N (Thy-1N
KB AL ) FASE (sublytic C5b-9 #1385 1 K fL
GMCs ) ¥ 1835 T, HHFGERAHEAR —2,

2.3 it &k SP1 A B AR K R GMCs #9385 74
SRR SP1 A ik 3k 5 oK B GMCs 1 8 i A2
ZIRIAIIE R T K RSP JE R 6 k Jiok: (pEGFP
-N1/SP1-His) , 7 pEGFP-N1/SP1-His Fl 55 X} i
ki (pEGFP-N1) 435I 4 K B GMCs, T4 445 48 h
FEREUNTFAG A < 30 40 7Ot BB AR K L GMCs P
GFP ZRIABIE B (K] 3) 5 fff HHT SP1 BT FIHT His Bt
R4 Western blot %5 SP1 B ik (& 4A .B) ;47
CCK-8 SZEG A GMCs st K- (K1 4C) . | iR%
R YL ORI 48 h KBl GMCs H GFP ik %
2414 80% ., Y pEGFP-N1 41 #H It , pEGFP-N1/SP1 -

Ai 84 . B ¢ H‘S_ g T
3 Oh 2h 4h 6h 8h 10h12h24h <,
4 o] e 24
ﬁg 90 kDa == Wb S S S e s we SP] @%3
= " . = 7] ok
£ 4 , 210, SO . = | .
z * o
N [ NN
g) O |-T-| T T T T |_-|=| m m % O T T T T T T
NN N NS NN N O AAS
D XJHRZH Thy-1N 44 E
j 5x ol o & ot 120
*
100 1
&
2 80
=
Bl
Z 60
£
Z 40+
z
PN

¥ s Dy
b A NARAN

T T
XJ R Thy-1N 24

A~C:real-time PCR Fl Western blot £ 25 Thy-1N < BB 2H £ SP1 A% mRNA (A) FIER K- (B UK &5 C o 2BoE 3207 o 50 h L8R, 'P <

0.05,”P <0.01(n=6),
¥,"P<0.01(n=6),

D~E: HE B @GR U /DRI A L. D HE e @ARIE T (x400) o B - TR U /MR N AR IO, 5060 B L

E1 Thy-IN KRS EHLAH SP1 HFRIEKTEF S /IR R IE B 2

Figure 1 The expression of SP1 in the renal tissues of Thy-1N rats and the glomerular pathological changes
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Real-time PCR Ki % 3Z sublytic C5b-9 3K F GMCs 71 SP1 A mRNA F 1 (A) FIEE F /K (B: LK C 28 8T ) o

0.05,"P<0.01(n=3),

C

BF 10 - s 61

.Z’ ek =

=~ A sk sk
3 s Oh 2h 4h 6h 8h 10h12h24h <

. sk iﬂ

"%‘%'6 90 kD == @0 S0 S s - SP] W4

= 22KkD: /0 @D D - @ @ & @ ocin =

< 41 =

2 ﬂ - ﬂﬁﬂﬂ
E 2' m i

— =W

&0 20

0\‘ m“ b?“ G“ %\” 0“‘ qf“ b?“

Hohtb#, P<

2 sublytic C5b-9 FIEAIA R GMCs /1 SP1 Fy ik K F
Figure 2 The expression of SP1 in rat GMCs induced by sublytic C5b-9
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His JFRL 4 YL KB GMCs Jim SP1 %35 % Fil, 40
s KRB B . RSP AR v RE A
12 B GMCs BEFH 1 T fiE .

Fot

B pEGFP-N1 Bk YL Kk B GMCs , B Y4 I 48 h (i 2 s
WML GMCs H1 GFP 2R YA
B3 X GMCsH GFPHRIAER (x100)
Figure 3 GFP expression in rat GMCs(x100)

2.4 BUE SP1 A B 7T #74] sublytic C5b-9 # F 49 X
F.GMCs 38 78 R

hg i — 2 W B sublytic C5b-9 | SP1 %Kik 5
GMCs HFH Z [M] ) R FEE T SP1 R ISR/ N 5T
#7 (shSP1-1.shSP1-2.shSP1-3) , 34 shSP1-1.shSP1
-2 . shSP1-3 S HALF X} B Fokr (shCTR) 43l 55 A K
FLGMCs, ¥ YL J5 48 h P45 T sublytic C5h-9 L2 h,
7 real-time PCR K ¥ 45 2H 40 g /N SP1 i) mRNA 75
i, K shSP1-1 85 YL 2H 1Y) SP1 mRNA 7K F- A% (K]
5). $E7%,shSP1-1 I TR R K shRNA . 453
H4 shSP1-1 A1 shCTR % Y4 K B GMCs, F% 44 )5 48 h 1
57 sublytic C5b-9 HI¥4, 4 h J5 & SP1 8K 1335
(E16A.B), 48 h & K I 2 a3 58 K- (B 6C) o 45
IR, shSP1-1 AT HH S 416l B sublytic C5b-9 /5%
SP1 4 HRIAFI GMCs 15t . FIARZE R4/, sublytic
C5b-9 53 K B GMCs B 7 it 2 v, . i SP1 A& [
HIFEIRAMEHE GMCs BEREAIE]

3o #

B Thy-IN Fj B LR BT A 2K MsPGN,
BEIZ B ARAR L B F MsPGN [ SE 3G 858, &
IR B Thy- IN g 28 BA AMARBE . A DR
FIIRFE 48 /R, 76 K B Thy- IN & 40, B /NER Y
HBL T AMA C5b-9 B AWMU, Of Bk C5b-9 24
Pt ZER GMCs T AR, 7> GMCs ik A A= 1 14
NS R, e FR C5b-9 & 5 #))& T sublytic C5b-9
AW, M GMCs 14 5% 7] B8 5 sublytic C5b-9 EL#ZH
WA —E KR, B H sublytic C5b-9 I TE B H T
A% A0 L% 3% T80 A7 7E 154 B 2R 1 (membrane cofac-
tor protein, MCP) . T£AZ Il 3# K 1~ (decay-accelerating

A pEGFP-NI  pEGFP-N1/SP1-His
90 kDa- | e o SN P
90 kDa— -_— i

2kDa- | M i

e~}

—_ —
=] 9}
1 |
*

SP1 2B I AEX Feik K

0 T T

pEGFP-N141 pEGFP-N1/SP1-His 41

D(450 nm)
o
n

" pEGFP-N14 pEGFP-N1/SP1-His 4
A B: ¥ pEGFP-N1/SP1-His Fl pEGFP-N1 ki 43 51 %% Y B
GMCs, #5 U4 J5 48 h K #% SP1 His 12634 (A : Western blot; B: -4 it
30T, n=3) 5 C: CCK-8 K M2 M 34 5 1% L (n=5) . 5 pEGFP-N1 §% 4t
A, P <0.01,
E4 pEGFP-N1/SP1-His ¥t SP1 &RIAFAK R GMCs 1§
ET=1: 0k |
Figure 4 The effects of pEGFP-N1/SP1-His transfection
on SP1 expression and GMC proliferation

il

shCTRZH shSP1-14H shSP1-241 shSP1-34H
## shSP1-1.shSP1-2 . shSP1-3 F shCTR 43 %% A K Bl GMCs, 7%

— —
=] )}
1 I

SP1 mRNA A% # k7K
o
W

o
=)

YJ5 48 hHHURNA , 47 real-time PCR #6425 4 1 411 {4 9 SP1 mRNA 5
T, 5 shCTRFEYAL LA, P < 0.01(n=3),
E5 shSP1E{EHAAIFE

Figure 5 The selection of most effective shSP1

factor, DAF) Fll CD59 2514 Z2 AR P K -, 3K BEAMA
P B NS T C5b-9 4 AR 41 f 5, T ELiE
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A — + +  sublytic C5b-9
_ - +  shSPI-1
- shCTR

00 kDa— " SR S SP|

42kDa- | M . S -aciin

*

L1 L[]

shCTR shCTR shSP1-1
sublytic C5b-9

SP1 A AR A K

T

D(450 nm)

shCTR shCTR shSP1-1
sublytic C5b-9

A B: ¥4 shSP1-1 F1shCTR %% Y4 K Fl GMCs, 5% Yt 48 h J5 F145 7
sublytic C5b-9 H3# , 4 h J5 I 5E SP1 4K [133A (A : Western blot; B: 2
SE I, n=3) ; C: CCK-8 K AN IS5 /K- (n=5) . 5 shCTR+sub-
Iytic C5b-9 41 Lb#%,"P < 0.01,

B 6 shSP1-1 3t sublytic C5b-9 1% 5 # SP1 RiEFA KA R
GMCs 1A RS20
Figure 6 The effects of shSP1-1 on SP1 expression and
GMC:s proliferation induced by sublytic C5b-9

FHLIE T COFEREIE E RGN . WF9R R, sublytic
C5b-9 5N fig 5 S50H 4H M v i SR FE (0 RE 5 S #0200
it A= Z A 25000, AN s | & A G A A

O & SHLAH i 344 8 55 14 4 A DG 6 PR A 3k 1)
WUIAASE o AL AR SE PR R 0 s,
Thy- IN % 95 5491 (1) K BB 20 2 sublytic C5b-9
PR B GMCs H, 3 78 AH G L ] SP1 Y 1 1A £ 4
BN R . CHISPLIERTER N 2 Rk, HA 5
UG TE D RE . HJE SP1 22 5 sublytic
C5b-9 175511 Thy- 1IN K i GMCs 3448 , H Aif i A W
SCHERHRIE o AT Je TR Thy- INBIRL, IF
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