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[ E] B0 R KLF4 845 sublytic C5b-9 HITLE /INER R IR0 I (glomerular mesangial cell, GMC) 755412 48 K 1
FAZ-23(L-23) A NTER . FiE A0 KLF4 (98 & ISR/ T8 RNA (shKLF4) i 223k ki (pIRES2-KLF4) . K pIRES2-
KLF4 87 shKLF4 5% GMC J5 147 sublytic C5b-9 $l#, F qPCR . Western blot 1 ELISA K AF TR BT 2638 KLF4 KL K5 4 GMC
FEAIL-23 HYRE o DEAN, R 3 1L-23 3 BRI v e 37 4 K R, 758 6 2R M A 5 PR S 900 e T R it 26 38 KLF4 3L R f5 % L
23 A B FIETERI R . Z5 8 : (DSublytic C5b-9 il GMC & REWT A 7E TL-23 A9 A AR, 1T TER KLF4 L [F 5 , B sublytic C5b-917
S GMC =AY TL-23 B sk /0> , {Hid 30k KLF4 J5 T1-23 A 7KSF I 5 386 0 . @Sublytic C5b-9 il GMC #E 3% 114 11.-23 B3
B FIE M, MTUTER KLF4 JE KR sublytic CSb-9 175§ 11-23 Jii 3h 716 M I 5 BRI, HLid 2638 KLF4 J5 \BE S8 3% THES 1L-23 A9
BTG, 4518 : Sublytic C5b-9 JBE T IL-23 1y AE AT A L0 b IR 5% R KLF4 (133K 55 30
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Sublytic C5b -9 induces IL - 23 production of rat glomerular mesangial cells via up -

regulated KLF4 expression
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[Abstract] Objective: To explore the regulatory role of KLF4, as a transcription factor, in the production of pro - inflammation
cytokine 11.-23 gene in rat glomerular mesangial cells(GMC)induced by sublytic C5b-9. Methods : The plasmids of KLF4 short hairpin
RNA (shKLF4) and KLF4 overexpression (pIRES2-KLF4) were first generated and transfected rat GMC respectively, then the cells
were treated with or without sublytic C5b-9. The roles of silencing KLF4 gene in IL-23 synthesis induced by sublytic C5b-9 or
overexpressing KLF4 gene in 1L-23 production were detected by gPCR, Western blot and ELISA. Moreover, the plasmid of 1L-23
promoter (full-length, FL.)was also constructed. After co-transfection , the activity of IL.-23 promoter with or without sublytic C5b-9 after
KLF4 gene knockdown or overexpression was measured by luciferase reporter assay. Results: (D Sublytic C5h-9 could obviously
elevate 11.-23 production in rat GMC, and after KLLF4 gene knochdown with shKLLF4 ,the increase of [1.-23 expression upon sublytic C5b
-9 was remarkably diminished, but KLF4 overexpression in the GMC could markedly elevate T1.-23 synthesis. @ The I1.-23 promoter
activity incubated with sublytic C5b-9 was significantly up-regulated. Meanwhile, after KLF4 gene knockdown, the 11.-23 promoter
activity in the GMC stimulated by sublytic C5b-9 was obviously declined, but KLF4 overexpression greatly increased 1L-23 promoter
activivy. Conclusion : Sublytic C5b-9 could induce IL-23 production of GMCs through the increase of KLF4 expression.
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Z A P /NER T R (mesangial proliferative
glomerulonephritis , MsPGN ) J& A2 UL'E /NER B R
(14—l B A O RAIE 5 B B/ INER ZR A
g (glomerular mesangial cell, GMC) B9 5 & 3% A= F1 41
M AR 5T (extracellular matrix, ECM) [ 35 JB 4332
FER Thy-1"5 % (Thy-1N) & —FIF 58 MsPGN (1) 5h4)
BRIl T4 R UK IR 40 A A GMC R &
L[] ) Thy-1PTR B2 R BRI S i A 248 e e 1
18 (% Thy-1 501 J5 BT RT 5 GMC I 1Y Thy-1
PURZEA AR EOE AMA 4 C5b-9 5 S35
AER . ARG R, 7 MsPGN (& (195 /N ek
INAEAE C5b-9 FYTILAR, H. C5b-9 TR 5 4H 41 i i
B S A G

b EIESE, #MAS CSb-9 XeFHE AR (4 43 4
V7 (lytic) FIE A (sublytic) PIRPZERL . Lytic C5b-
9 REAE AT A% A MBS | B 125 R T S50 PR 075 e
1M sublytic C5b-9 WIRERIFATANM, 5 | A =7
HEFE R R A AR . A TR AR Y
G EL A B, KBS Thy-1N &9% HA sublytic C5b-9
WA o Sublytic C5b-9 RIAER GMC #5473 1 I sl
TEALIR N 22 5505 5 e Tl i, I A i i = A AN
A A g 7

I sublytic C5b-9 HJ3 GMC 175 42 R PRl A= il
M AT ZEA ST 5 BRI F N, 4 75 2 5
ST A SRR A . A TR AR 300 0 S 06 L TE 52
Thy- 1IN K EUH B H LR N) TR SP3Z sublytic C5b-
9 I Y GMC H, L% 538 R - KLF4 R & -
4% -23 (interleukin, 1L-23 ) [ F A K2 I i T
H KLF4 /) _FJE AR F IL-23 FE R A R . 1R
KLF4 801 5 1L-23 A il — 2 B &R

KLF4 /& Kruppel FEZ R —A 5% H T KR
() KLF4 75 482 MR ILIR , B M F IR AL RER 1w 41 i
()& B 550k, T ELA BBV AR () RAE RN s A
A" KLF4 BEZHHE NF-kB 5525 T 41
A RE TS AR, T34 (1 KLF4 B rT38005 | i 4t =2
TR AT, ATTE TCF-BE S AR AT 45

1L-23 2@ FIL-12 FIGEM—MER T H 3
R IE , TL-23 B 2 400980 T 240 i 5300 1L-6 1 IL-17
S 5iFEFMHESAE ", AN IL-237E A B etk
TR PR T I SRR

AT AT A SE 5 EL & B, Thy- 1IN B R KBS
FASMNH sublytic C5b-9 JlFL K GMC H, KLF4 F1 1L-
23 FIkA IR, H KLF4 (3805 T 1L-23 1)
ThiE o HOEN, KLF4 YRR 0 BEXT sublytic C5b-9

Vo IL-23 AFEDN R s RIZR = AR 52 . O T RESR:
X — AR, AT T LA NS

1 R E

1.1 A

KB GMC 4Btk (HBZY-1) B i IR 27 v [ ik
R SR Y O 0 AR ML . pIRES2-EGFP 44 i I
g AR ) TR RS "l 42 . pGPU6/GFP/Neof
shRNA A [ i 39 5L Rk 2= 5 R AT IR A
), pGL3-basic Fil pRL-SV40 XU 5¢ ' K FR 45 2 1A
K5 T 5% [ Promega 24 F)

Z v RSB R BRI AR I AL T (£ Thy-1 Ab, 8%
Hr>1:640) A SZER Z il 4570 #MASK H 20 fi){g
B R F #1175 (normal human serum, NHS) .
AN HOK UG UL W (heat - inactive serum, HIS) 52 48
56 °C 30 min K% J5 I IEH AT . AFMA Co Bl fé
Ifil. 5 (human C6 deficient serum, C6DS) 4 T 3 [
Complement Technology 7~ ] . E 4L A C6 2k A L 5T
SCGRA M AEEARFTBRAF] . qPCREFSYBR Green
Master Mix i Fd 5% 15 ME#E (Vazyme ) 24 A $2 3L, £
KLF4 £ FEFEHUAA (sc-1905) 1 T35 [ Santa Cruz 23
Al o RRRIL-23 B ELISA 5 & iRt e A4
Yl AT RS R . Neon™ M HE A5 YL R G0 A
2% [ Invitrogen 23 Al o B¢ 2R Tl 5 356 DR A )
(Dual-Luciferase® Reporter Assay) i 5] &>k I T 36
Promega /3 Al
1.2 Fik
1.2.1 KA GMC 3 #xFe sublytic C5b-9 7 & & 54 5.

15K B GMC 2 AR A 5 4 MEM ¥ 2
SR PR 3575 7 7%, B LAAS [R1 ¥R B Thy- 1 PR S
GMC., S8 J5 FHAS AR B 1 R AL (NHS, SR MAC)
E . ZE, HFLER N (LDH ) WA E GMC %
B 235, HAMAS S S8 GMC ¥ f# NT 5% B
SRR G . DR AR S5 B 2 2 LA 5% Thy-1
YA 5 4% NHS 1E I i sublytic C5b-9 fit fe A3 ]384
F
122 JFueiEs i
1.2.2.1 KLF4 shRNA(shKLF4) i #569 #y 3 5 % 2

b7 B B L 2= B AR A BRA Rl TG K
AN KLF4 LA 5 9 pGPU6/GFP/Neo/shR-
NA, HH0 S AUFH AT : DshKLF4- 1 (HE 55+ 138~+
158 nt) : TGGCGAGAGGAACTCTCTCACATGAAGC-
GACTTCCCC ; @shKLF4-2 (! 15, +276~+296 nt) : CG-
GAGGGAGACCGAGGAGTTCAACGATCTCCTGGA-
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CC;(@shKLF4-3 (5 +300~+320 nt) : GAAACACCG-
GACCTAGACTTTATCCTTTCTTCAAGAG; @shKLF4
-4 (#0015 +726~+746 nt) : AGCCCTTCGGTCATCAGT-
GTTAGCAAAGGAAGCCCAG, D23 A AE Hy 9 1
Xt HE(SHCTR)
1.2.2.2 pIRES2-KLF4 & 3A Firseg M 5 %52

% 3% NCBI, 38 & GenBank %4 4 oK L KLF4
mRNA J¥ %1 (NM_053713.1) CDS X, i Primer Pre-
mier 5 RIS Y, I A0 L A e AR B A
FRAFIA B 51 (s 14T k2t
Bl B VI 85, TS| 9T R4hh R EcoR 1 ]
£ 85) « B3 5'-GAAGATCTACTTCGGGGTTTGGG-
TA-3'; Fiif 5'-CGGAATTCTGGGTCATGTCCACGAT
S EHIR/INA 1539 bp) o BEAE, LUK ELGMC ¢DNA
SRR 4 H B, PCR =4 B9 IR0 pIRES2-
EGFP AR5 H 3L R Fr B i i) 5 1 4 2 21
WL S A I S BRSO R A T
1223 IL-23AR B FAK ket i

B SR NCBI, # 2R GenBank U4 2 1 9 < U IL-
23 DNA J¥%1] (NM_130410.2) , J Primer Premier 5 %X
PRI IL-23 B R A 321K -1 316~+307 nt 514,
JE 540 F . b 5 - CGACGCGTCTTCCCACTTT-
GTCCC - 3" ; F il 5 - CCCTCGAGCTTGTTGCCT-
GCTTCTC-3" (J*#K/NA 1623 bp) . ZJ5 , filide
GMCHDNA, PCRYMIL-23 3 sh T4 KFEH ., #
pGL3-basic AR K 1L-23 i sl TP FII VI %4 .
J&i 4 DNA I > 56 5 J K ) Sl 1) B 4 IOk i 24 0
pGL3-1L-23,,
1.2.3  JkidE 4 GMC i i 5k AE 2 & 69 shKLF4 2 3
E pIRES2-KLF4 Jfi 45 49 & A

R Neon™ 4 g 1 55 e R G 46 YL = GMC
DR -S> SN e (green fluorescent protein,
GFP) MR Ik ITFA L% . BT, 54 GMC 43
M shKLF4-1+ sublytic C5b-9 4 ,shKLF4-2+ sublytic
C5b-9 2H . shKLF4-3+ sublytic C5b-9 2 . shKLF4-4+
sublytic C5b-9 2 .shCTR + sublytic C5b-9 21l Sub-
lytic C5b-9 41 . 4% iR /NTHL B f5 48 h, FAT
sublytic C5h-9 ¥ 3 ho B2 A0 B4 I in A 25
AW, FEHLGMC 2 H , H Western blot i 1% T HL 3%
FIOm M KLF4/NTHEBR . 5540, Rl GMC 43
pIRES2 I pTRES2-KLF4 P4 , 5 4k 48 h Ji5 4 B4 iy
HFH, W F ] Western blot B8 31F KLF4 B35 . West-
ern blot J7 /& : A HL 20 pg B H LT 10% 1Y
SDS-PAGE fig HL 3k 2 h, 4% 2 PVDF Jii |, A

KLF4 —414 Cil % . PEFJE A HRP FRic i — 4L
45 min, H ECL &G R K IT & A 2 g R 4
Yoo X EHEINZB-actin 1T E BT
124 #F kR &k KLF4 A B JE GMC *F IL-
23 K Aok ik
1241 GMC 54432

GMC 4043 20N : DshKLF4 + sublytic C5bh-9
ZH ; @shCTR + sublytic C5b-9 4 ; @ pIRES2 4H ; @
pIRES2-KLF4 21 ; ®Sublytic C5b-9 £ ; ©MEM 4 .
@ QL Yk shKLF4 FRLE 48 h - sublytic C5b-9
3 5 5 6 h; B @D 43 | F5 e pIRES2 Fl pIRES2-
KLF4 JFTR; 48 h.,
1.2.42 qPCR#&: % 20 e 1 11.-23 mRNA 7K -F

H TRIzol $l1# GMC [ 5 RNA, Il 2 RNA 19
T R4 . B RNA 55 S L cDNAL S, H
Primer Premier #0444 B %31 1L-23 514, 28 4 B B
EUEARAERAG G 510752 LiF 5 -
TCAAGGACAACAGCCAGTTC-3", R 5'-GCCCAG-
TAGGGAGGTATGAA-3', qPCR S B Z 4 20 plL
(% ¢cDNA Bty , AceQ® qPCR SYBR® Green Master
Mix A1 FE5149) o ) W 7E ABI Prime 7300 I it
7o ZHH 95 /5 min, 95 °C/10 s, 60 C/20 s Fil
72 °C/20 s Jri 3T E 40 MEIR, 7E 60 CHEFT AL,
DECHEI (BENFEARBE 3 L) o XTS5
PL2 M T
1.2.43 ELISAFnE3n LARIL-2369E 04

GMC /AL B IR A . WA 77 LB AT
WHTRIE L ELISA VAR A 13 1L-23 143K
BAMEARB 3N L. HAELTRIL ELISA 115 & it
W1 o SN 58 U BB AR ACAE 450 nm AT 7 WO
o DABRIUE SR BE AR A, A5 A W G R (A
AEbR AR HE N o ARIEFRAS B WO B (B AR AR 1
2k b2 B R R v
125 #F &R &k KLF4 L B JE GMC *F IL-
23 A BT oyEE

B AR R 5 TL-23 J3 8l ks 43 51| e g
GMC(ZHACFRIAIRT) o ARG 24 AN i , 17 0L
AR 45 JE P A 5] & (luciferase reporter assay )
SE 1L-23 5 KA sl PG (B FEAR I 3N FL) S
YA IR S DA G U I AT o R 2 R SR A
A Modulus™ % TR, 2 K HUGE . 2
J5 B AL B AR BT Modulus™ 78GR | 152
U B DG o e 22 R LA K RS AA I B 2%
HAEFTR "
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A e BUE LA B b v 22 (o = 5) o, 4[]
L3R FH B R 5 22 0 B, i — 20 W L AR
Bonfferoni K5y, 1 JT1 SPSS 17.0 #cf4# 1788112
Br,P<0.05 HZESAGITFE X

2 & R

2.1 shKLF4 Fiaseg s %5e

W58 FIA B 4 AEF X KLF4 3 RUR [] 48 05 A
shRNA FUk 4T DNA I J¥ , 28 BLAST X uESE, H
) DNA B & 1E i 72 B A pGCsi-U6/Neo/GFP/shR-
NA #h ik, R, B 40 4 9 shKLF4 JFR7 248 8 il
. ZJa  Bras 8 Fokl shCTR HLES g A GMC, M%<
F3K GFP AL 5 B GMC I B /r He . 45 R 8RR
iYL GMC 5 48 h, B L e ml 15 31 80% LA | (&1
1A) o AL B TR 4 4> shKLF4 & H: shCTR ki)
HIHLEE YL GMC 5 48 h ] sublytic C5b-9 H113# 3 h,
Western blot £ 4% ' 7~ , KLF4 shRNA-1 8] B i N i
sublytic C5b-9 %5 KLF4 T Y # ik, 2726 43t
22 SC(ENB) U5 2252 30 26 iU shKLF4-1 FH AT
BRKLF4 LA, IF 58— HR R shKLF4
2.2 pIRES2-KLF4 £k ket #y i 55 %2

L GMC ) mRNA SH AR , PCR 4715 K Bl KLF4
FEH CDS X, 4447 157 )4 A pIRES2-EGFP 3Rk %
PR, 20 AN BLAST H X 5 UESE , pIRES2-KLF4
fﬁm"ﬁ%ﬁﬁﬁ ¥ pIRES2-KLF4 F1H: pIRES2 X} 1]
SRR AL GMC 48 h, 2R A4 T Western blot
KA 7, pIRES2-KLF4 5 40 R % YL 4 1Y) KLF4 35
HREMREZ 25 A5ITEE L (E2),
23 IL-23ARBH-TAKRE R ES LT

LK BLGMC 3 [F 2H DNA 944 , ] PCR 34
IL-23 3 31 74K (=1 316~+307 nt) , ¥ 3 14 7= 4
A pGL3-basic 962 B 5 8K L B YA 2 Mlu
I F1Xho 1 Z W] (B13A) . £ PCR %€ o, BH
PE S I AE H bR o7&, BI 1 623 bp 40 (B 3B)
DNA U379 L XS J5 e SE , 7 387 51 58 4 1E W . 3R
F pGL3-1L23(~1 316~+307 nt) JFOkike 2 2
2.4 R &K KLF4 3K B 2 sublytic C5b-9 LA
T1.-23 35 B &k 69 % 0h

B THRCR A shKLF4 Bk 4 GMC 48 h,
45 T sublytic C5b-9 il ¥ 5 h 8 6 h, [A] I, ¥
pIRES2-KLF4 X} B8 pIRES2 Fhr 435l 7% 4t GMC
48 h, 73 4 H s 4 A ) mRNA AR i s
1T qPCR FI ELISA & 1L-23 mRNA FIZE (A 1433 7K

B sublytic C5b-9 9
.
e &
SRR IRN ©
SR N
o i - i
1.5
i)
|
1
=10
=
I
e O.S-W
<t
=
—
)
0.0
> &
SEEIRV. RN
@ & & >
@0
N
sublytic C5b-9 @

A :shCTR 25 AL YL GMC 5 48 h, il GFP 55 L2824 80%
PLEo Bl KLFA A [RIFE AU 441> shRNA KX BE shCTR %
Y GMC 48 h, F17 sublytic C5b-9 Hll¥# 3 h, Western blot £; 7 KLF4
1735, “P <0.01 vs. shCTR+sublytic C5b-9.,

El1 shCTR¥F GMC 35 & H ¥ {4 K x££ shKLF4 B 3

EHIFE
Figure 1 Evaluation of efficiency in the GMC transfected
by shCTR and screening of optimal shKLF4 si-

lence

pIRES2 pIRES2-KLF4

KLF4 =
= e

O e

il

2 2.0
pIRES2 PIRES2-KLF4

KLF4 25 A
5 G

e o
[e=] )}
1

P <0.01 vs. pIRES2,

2 pIRES2-KLF4 FRAIFL GMC &KX KLF4 EEMEE

Figure 2 Identification of KLLF4 protein expression in the

GMC transfected by pIRES2-KLF4
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A Synthetic p()ly(A) A 20 +
signal/transcriptional
pause site E[EH
(for background %é 15 4
reduction ) o
>~
= AN
f1 ori Sac | é 104,
==
g
ori pGL3-Basic 1 «(\l? 5
Vector =
(481 bp)
2010 L 0 = | 1
2004 Damiy N(Lrl 121
9 9 v b<
OGS S
SVA40 late N & NEEAS
» S S S
poly(A)signal S N § 3
(for lzzﬂefm;tgtg; Xba 1 1742 \i‘b‘ ()&wa
B
b
) | B 800 -
a AN
E
2000 R e—— Y | 623 bp £ 600 4 I
I —
1 000 %@J .
A LG B F 2 K POEZE B S BURLEHE ; B: B PCR ALK oy 400
P i Eﬁ
E3 IL-23EEBSFERKRARHBRERNNEARESE ¥l 200 1
= 3
Figure 3 Construction and identification of full-length lu- 0 T T T T T T
ciferase reporter plasmid of IL-23 gene promot- & v > »
P p g p ' & .063\ Q\QS) )q}@ 'Cdjv @»
X X ©
T 459 R, shKLF4 + sublytic C5b-9 25 fY 1L-23 & &

mRNA (5 h) FIEE K (6 h) B AL T shCTR +
sublytic C5b-9 £ fil sublytic C5h-9 41, 22 F A G5 i112F
B, WYL T pIRES2-KLF4 it 323k JBik: (1) GMC
2H,11.-23 mRNA (& 4A) F12E H 143 K F (& 4B)
B Fm 2R A SR
2.5 KLF4 & iA F sublytic C5b-9 #]#% GMC # < IL-
23 A Bt Fa

4 1L-23 7 3 ki o il 5 KLF4 /T4
1 F A TR (A6 45 A 6] B BORE ) JEFE 4 GMC, B
7% 48 h 547 sublytic C5h-9 H#4 5 h(FLE Yt Fik i
RN TR A2 TL-23 JE S IE e, 4550 %
B, DTER i F ik KLF4 2L 9 5 mT B St IR sl T
IL-23 WA s FistE , 2R A5 E L (ES5),

3o #

K Thy- 1N 195 BEEUEE 55 N2 MsPGN ¢ AH
1, J& HRTHF5T MsPGN Y — i A bef- i) sl A 7
KEIEE T 2R, GMC i J A S0 2 P 4l 8L A%
4 B R DL T AMASTECTS T A sublytic C5b-9 M2
Thy- 1N S0 1 CEER R ARSI i & 58

4 shKLF4 %% GMC Ji5 48 h 145 T sublytic C5b-9 I 5 h 56 h
ek pIRES2-KLF4 JBUR S JE BURG Y GMC 5 48 h(FE it b
ALY GMC AT sublytic C5b-9 41130 , B 5 FH PCR (A) F ELISA(B)
K AT UTER KLF4 £ [K 5 H sublytic C5b-9 il GMC olid £ 1k KLF4 %
A, H1L-23 mRNA FE 8 FIEE 1530 7KFE (7P < 0.01 vs. shCTR +
sublytic C5b-94;“*P < 0.01 vs. pIRES24 ) .

4 BT FRIE KLF4 53 IL-23 EEFRIEHZ 0
Figure 4 Effect of KLF4 gene silence or overexpression

on IL-23 gene expression

B9 ELUESE, 7E Thy- IN A5 70, KB GMC 2 i nl £
W, sublytic C5b-9 LA, HAKRSMNH sublytic C5b-9 il
M CMC 5 RS T 1L-6 By 4= 5™, {3 H A A 5%
GMC A= i 9 R -1 43 F-HILI A< I BH

ARSI AT T 45 R R, Thy- 1IN KR E
ZH 2 K AR AP sublytic C5b-9 il GMC J5 ¥ 6E17%
i sk F KLF4 FE 48 PR 1L-23 3Rk B, B
KLF4 2R A T 1L-23 i 7= o Fiitt, A SO
W, KLF4 84 RELE 1L-23 [ BE R FE S ek i —
FERER]



1336+ Moo

NI N

5538 &5 101
20184F10 H

100 -

%

[e]
>
>

(o))
[«
1

pGL3-basic group
o
S
1

1L-23 %GR fE 1/

, 5
R
& N S N
NN &
N o) < B
S
N

pGL3-TL23+pR1-SV40

“P < 0.01 vs. shCTR+sublytic C5b-9 Fl sublytic C5b-9 4 ;**P <
0.01 vs. pIRES2 2 I MEM 4,
E5 KLF4 3] sublytic C5b-9 %% GMC L IL-23 531 F
e A
Figure 5 Effect of KLF4 on upregulating IL.-23 promoter
in the GMC stimulated by sublytic C5b-9

L 00 LA 3 38 2 AR A 200 L PR e SR A e K
ek shRNA J2: H i RNAL B AR A—Flis WF B, HAR
SRR I ] H S siohif SR Fak Uik ™, 78
ARSI LU T 4 KLF4 [ shRNA . X st
TH TR 3 D% Y GMC J5 HEAT S AT ERCR 1 i
e, 4R, shKLF4-1 T2k H A9 LR 35K el
W Ik, JFEERIIRERFT B £ shKLF4-1
HEATARDCIR SEER

Br T UCER H KA, 8K KLF4 FE R 7 CDS
X4 A B TR 84K pIRES2-EGFP h g T KLF4
f 3 F 38 FUkE (pIRES2- KLF4) . 22 )&, Mok Hif e
A GMC, 14T Western blot SZ 55 {iF 5% , pIRES2-KLF4
AEE GMC &k KLF4 E H .

KT KA KLF4 B 2635 % sublytic C5b-9 5
GMC A IL-23 B RZ IR, 4T T KLF4 JE PRI ER Bt
TR, G5 R I, HUTE KLF4 3£ R )5 |, sublytic
C5b-9 H30F 5 59 TL-23 B S ik /b, 17 i 36 38 KLF4
Je W S AN IL-23 50 . 27, KLF4 [ 3Rk
WAREMHLIE sublytic C5b-9155 SAYTL-23 A W5 50k o

KLF41E R — Rt s R, 1 Cutfl 3 34%3%
ZLEFAR 25 A0 1Y DNA 25 5 45 B0 B b sE A
KLF4 J#% sublytic C5b-917 5 1L-23 (1A 1T HE5 H
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