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DmRNAF=& &) 49 & A ; 520 3¢ X% FPCR(quantitative Real-time PCR, qRT-PCR¥&MI 4 4 5515 & &
(fibronectin, FNYmRNA#) & ik, £ R LI, 5B A A8k, RAE R LAL8 FOSMAY R LA R3IE %,
B RA 5 jRF R 24 W& & Zo-SMA. Col IF=FN#) & X 2 EAR X, M 5E- Cadherlnéﬁﬁki
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Expression of Oncostatin M in Kidney of MRL/lpr Mice
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Abstract The aim of this study is to investigate the expression of OSM (oncostatin M) in the renal cortex
of MRL/Ipr mice. MRL/MpJ mice were designated as the control group and MRL/Ipr mice were designated as the
lupus group. The expression of OSM was detected by the methods of immunohistochemistry and enzyme linked
immunosorbent assay. Western blot and quantitative Real-time PCR (qRT-PCR) analysis were used to determine
the protein and mRNA expression of E-cadherin, a-SMA (a-smooth muscle actin) and Col I (collagen I). qRT-
PCR analysis was used to detected the expression of fibronectin (#N) mRNA. The results suggested that the OSM
expression increased in lupus mice compared with control mice. And the expression level of OSM is positively
correlated with blood urea nitrogen, 24 h urinary protein and the expression level of a-SMA, Col I and FN but
is negatively correlated with the expression level of E-cadherin. The results indicated that OSM expression is
increased in kidney in lupus mice, which may connected with the renal dysfunction and tubular-epithelial cell
transdifferentiation.
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AR A B R A0, AESLE R WA A% b /N A) R
TR IR 50%~67%", FELNFIHAT G [ R & H
HHWEHVIMGY, B NE E R AL AL
LR YR R /INE TR S R B — N A

LN R A R FAx 2% R 2= A %, Hodh 4 i A
TR RERE. TTARY, KEMNRFETSYS
T LN 9% 285 e BB, H1198 2ZM(oncostatin M,
OSM)J& T 1 41l il /1 % -6(interleukin-6, IL-6)4H i [X]
TSR, 32 B AL I Tk B 40 i R0 5 A e 2
W53 ko HEHRIE, OSMA 1] fE & SLER) — Fibr & Al
T I B 5 %R R RS 200 B AT A o0, (]
IR S R 5 T OSMAE B I 9 0 L AE /N (]
JRARE A I AEAE S ASHIE 50 5 F IR B AR 7Y,
ITOSMIERIE M & B AL P R IE k5
ANE b R AR o A DR K &R

1 MR55E%
1.1 &

MRL/lpr i W H Fg 50 KA XS ST R
FLOSMFTL 1 2 OSM i % F % W it 4 71) 2 6 H R&D
il %Pl E-cadherin, a-SMA (a-smooth muscle
actin) 1 Col I(collagen D)PTAN H Proteintech A 7] .
PCREI MBI A TAY TR LERGAERA A
BRo TP ARG & W B AL R AL S A
.

1.2 75

12.1 #4448 MRL/MpJ SRAENIEH GHRZALN),
MRL/Ipr B AFE ARG (LN) . FFHE6 H . &L
SR PRI R B A &, vl AR AR DA R B
PR G 4 JE N8 Ji b FEAN P HE AR 1L R J% i A 2R
P2 - DA AS DU (B AR AN [7 B ) s B Se 8 1 70
BRFRAS /3 PR ALNT. LN2FILN3).

122 fagpieze 4umFHLAY) T, H
it i 257K, —HLOSM(1:100)Fi ke, —HiNEM R F
Pt felgG, LAPBSHE —HifE N HIPEXT HE, DABYE {4,
FEE SR BATEAE 5 -

1.2.3 BBk RN 23 HALIK AL, WE L
THAGHAT b, B E DR A A IR S U 1
AT, IR EE R G Dasof B LARRIEE S B RIS BEDAE
HObRAE I 28, TH 3 S AR A DB B FFIOSMIFIHR B
1.2.4 Western blotieit] U J i 2H UM B A 3R
IR IR A, 25 = VAN B B R, 70 °C

RAF . BENFE S0 png s 2 A, 10% SDS-PAGE#E
[ FL YK S FEL R R PVDFIE, 5% R 0437 °CEH 1412 h,
BN —$1(1:500), 4 °Cit % » ECLAL AR IGIE R .
PAB-actinfE A P Z . Western blot5k 7 {5 5 5 & NV
FLabWork 45 B8 7 Bt A 34T 78 2 0 A, W %
kT RO AR -
12.5 qRT-PCR  TrizolWLIEHUERNA, RN
cDNA, VAcDNAABMEATY . E-cadherin5| W)y
%: EJ#5'-CCC AGA GAC TGG TGC CAT TT-3', F
% 5'-TCT GTG GCG ATG ATG AGA GC-3'; a-SMA
SIWIFA): LI 5'-AAT GGC TCT GGG CTC TGT
AA-3', Fi#5'-CTC TTG CTC TGG GCT TCA TC-3';
Col I5|¥)F % : L7 5'-CGA CCT CAA GAT GTG
CCA CT-3', Fi%#5-GCA GTA GAC CTT GAT GGC
GT-3'; FN(fibronectin) 5| #5741 : EJiF5'-CCC CAA
CTG GTT ACC CTT CC-3', Fif#5-TGT CCG CCT
AAA GCC ATG TT-3'. $144F: 95 °CTHAZ S min;
94 °CAF 145 s, 55 °CiE K60 s, 72 °CLEH60 s, 367N
;72 °CHEA#10 min. LA18S rRNAfE AN SR, 5]
AACTIE VS H R AR R A = .
1.3 GitFEAE

FIT 159 % Fx+s 2 75, SPSS 13.03F 1T 4t it 4
Hr, 2 2 EHE 18] (0 P9 5 LU ABCR F O 2 e it PR3
5 18] ) A0 < 14 F Person 3¢ 4 #7447 2 3 MEAG 560,
P<0.05 9% 7 B A Gt 25 L.

2 HR
2.1 M. FREIEFRER

i JRAEASE SR, S50 HR BRUAH EL, IR B
JILEF(serum creatinine, Scr)ZK-F 7R WL 48, 1M IR &
Z\(blood urea nitrogen, BUN)#124 h/K & [1(24 h urinary
protein, 24 h upro) ] & F+ 5 (FK 1)
2.2 BHLAROSMBIRIA

Fa R A A R, OSMPH Mt R B T 5 /)
B R, SR EURE L, AR RS NV b R4
HIBE A 5 B B3 5R(E1A). ELISASS REIR, TRIE R
B BT -POSMII A /K- 25 v TR BB 1B) o
2.3 FEEEEXEBEEmRNARRIL

Western blot(2)MqRT-PCR(EI3)%5 KW, 5
X HE ERAH L, o182 B IR & mRNA, JRIE B ZH 21
HE-cadherin 1) 3 15 B & U />, 1fja-SMA. Col IAN
FNZRIA R B,
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Table 1 The levels of serum creatinine, blood urea nitrogen and 24 h urinary protein

vl LT JREA 24 hfRE
Group Scr BUN 24 h Upro

N 48.33+5.49 4.92+1.79 126.17+49.13
LN1 52.17+12.61 11.75+1.39* 3.895.35+£719.33*
LN2 52.504+8.78 21.05+2.05* 4709.77+657.55%
LN3 52.67+8.14 30.32+3.29% 6101.984+918.31*

#P<0.05, 5% R
*P<0.05 vs N group.

(A)

B) 700-
600
500-
400
3004

200+

The concentration of
OSM (pg/mL)

100+

e

*P<0.05, 55X AL
*P<0.05 compared with N group.

N LN1

LN2 LN3

Bl REELALEF(A)FMELISARN(B) BALFOSMAIFRIL
Fig.1 The expression of OSM in renal tissue detected by immunohistochemistry (A) and ELISA (B)

2.4 Western blotFImRNAZE R 734

20 2R OSM 2R H 13818 5 BUN(1=0.892)
24 h Upro(r=0.828). a-SMA 4 (@=0.882). Col I
EH(=0.898). a-SMA mRNA(r=0.825). Col I
mRNA(r=0.920)F1 FN mRNA (r=0.858){] %% & I
2R, 5 B-cadherin® [ (r=—0.852) Ml E-cadherin
mRNA(r=0.899) ] ik 2 Fkf K.

3 itie

I FMRL/IprR /5 B3 AL 4 3, OSMAE IR I R
B A Rk, HIL s RIE S R 2 & H124 h)R
EAEVIMAR. Ak, JE RS 4H 2 E-cadherin )
FIA PRI a-SMA I 238 TH =y, 7] B 40 ffa &1 25 i 2
FCol IFIFNFIFRIEE & . WL H &, OSM
5 E-cadherinff) & & 2 1A 21 Ha-SMA. Col 14

FNIERIA R IEAHK. Rl RPErR, R WU E 412
FOSME A &, HmRAST 5 S Dhae i
/NE B A O

LN B 401 55 88 8B E 25 > 88 40, ALdE B /b Bk
BANVE S B S NIE . Fo, B /INE R AR
AT Gk K T B N BRI AR R Bl R I, S LN 2
(RBIST. 2 53, & RN B N SRR AN B Dl e A2
FERIE BRI R . B /NE )5 25 4 {K(tubulointerstitial
fibrosis, TIF)/2& Tl MIILNE & 28 2% K ) ¥ Ty g 5% v
1] — BB F 4 0. TIFE ER BN 40 g 4h 5
JOI) S E AR TR, T L RSAT 4 440 i 2 = A 4 i A R i
B, 1E5 S H LT Te NS4 4 40 i,
EARERES FTHAEHEW 2. B/NE LEH
2 T IR AS T WL 2 4 200 it ) B R R 2 —, B
B /INE bR AE UL R AR 4E 20 B 5 53 4k (epithelial-
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A: E-cadherin. a-SMAICol T2 13 1%; B: Western blot4h S 4347, *P<0.05, 55X R4 HL .
A: the expression of E-cadherin, a-SMA and Col I detected by Western blot; B: the Western blot results represented as a bar graph. *P<0.05 compared with N

group.

]2 Western blot#&ll 5 2H 4R E-cadherin. a-SMAFICol 1HI3RIX
Fig.2 The expression of E-cadherin, a-SMA and Col I in renal tissue detected by Western blot

147

ON OLN1

_
g

_
<

Relative level of E-cadherin
a-SMA, Col I and FN mRNA

*P<0.05, 55X ZH AL
*P<0.05 compared with N group.

LN2

B N3

B3 'BBL0dhE-cadherin, a-SMA, Col IF1FN mRNARIZRIL
Fig.3 The expression of E-cadherin, a-SMA, Col I and FN mRNA in renal tissue detected by qRT-PCR

myofibroblast transdifferentiation, EMT)!"''?!, EMT
B R A G T8 /N8 bR A AR 9 R
E-cadhering ik [) T B), 345 18] 78 o0 40 M 4 PR (5%
iKa-SMA), Z J5 73 #hid % 1) 40 i 4k 5 i 2 5 TIF.
SO 5 PR W, A MmRNAIE 2 £ 47K ¥, MRL/
Ipr s "B B 5 4H 41 WP E-cadherin Y 7K ~F B 2 A 10
o-SMA IR 7K1 B8 b, A  4H B 40 25 5 2
Col IMIFNFIZRIAIE 2, SOt B FF AL 43 b A7 A2
NE E AR AL IR

MEZHES S TN RAERRE, HhaarE-1
e MNRER R . OSMAE19865F KB —Figh 194
KU FT 7, J8 FIL-64 I T XK ik OSME I
B R Z M A aEidm e, s 2 5 20
Mo WF7E R I, OSMEE S SLERIIHEh #Z VIkE, NS
55 R R AR R R . B SGT FLAE B IER H 1
TEF BRI MAEES . B %E NN, OSMAT i 55
AN b B T M B A R LR AT 4E AR, T 25 /S
8] J5 2T 4EAL O, ElbjeiramiE SR FH S 00 4 bR
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15 BELASE 7R B A E 9 & 0, OSMIFR) 32 32 I 458 LI 1] )
KM 2, HOSMPUIAALFE ] Z i A8 . Fiksh
TV, OSMAR AL B I Jis A2 i3k g o {H Sarkozi 55
A 72 R B, OSM ] Hll il TGF-Bi5 5 1 41 il #1 J& Jt
T ARIA K, FEZROSMAT HE & — P B /N 1] 5 41 4
BRI PR 7, B S BT R S AR S AN [,
OSME G (R A e WAL EA B E R . it —
R BT OSMAE B s v B4 H, 12 856 v FHMRL/
IprRIE B AR T OSMIM 3R 1A e & o &5 kI,
AR B 2P OSMIE) R I 3 1y, JUH 2 7 B 30 vy
N A, I HOSMI B £k 5 5 ThE B &
BN I R N R TR ALY A O M. 4 R AR OR,
AR T BB 1 T, OSME —Fh 80 [H 1, Higkik
PRt 7B IR AR Bt R A ThRe 1) B
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