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HMGB1 . TLR4 . STAT3 IS /N EkE KRR E /BRI &K
INRBRBIPHRIEREX
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(A ERARFTLERARERSARA, XX 430200)

W E.BH BT E8E%%F9 L(HMGBD Toll # % 4k-4(TLR4) 43 54 S 44 F 8 E B F 3(STAT) L4 Kbk
JRIEAE N R DR B P R KA ESL ., FE O OKE 30 RDR LAY A EF D KA KT BE D B R AR 3k
RFRAEBAGREA) , F4 15 R, RASRAKHBKR(PAS) FEAREMRARB TN, FaF kAT T RSB B (RT-
PCR) i #m] B 28 22 % 4§ HMGB1,p-STAT3 mRNA, £ i Western blot 3% # @ ¥ 4822 F ¢ HMGB1,TLR4,STAT3,p-STAT3,
ZR LSxpmEanik.Rea R RARBEARRE. DA FaL P HMGBI . TLR4,STAT3,.p-STAT3 % HMGBI mRNA
p-STAT3 mRNA ¢4t R A EH PR FH T BA, £/ A% T FEL(P<0.05, Kk K Fas+ HMGBL 5 TLR4,
TLR4 5 p-STAT3,HMGBI1 5 p-STAT3,HMGBI mRNA 5 p-STAT3 mRNA # £ ik K -F 2 8 2 E48 % (r=0.401,P=0.005;
r=0.399,P=0.005;r=0.412,P=0.004;r=0. 398,P=0.005), #it HMGBl £#R ¥ PHRLEKBER FIRELDPR PR L

VER T AR 25 A2 %4k TLRA @i STAT3, A dm LI Dk A R A Bk B X & 4,
KB REIREERBERTIREL; FEHEXRFG1; Toll BZk-4; R5HFREZIHERT I
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The expression and significance of HMGB1,TLR4 and STAT3 in mouse
model of anti glomerular basement membrane glomerulonephritis
QIAN Yangjing
(Department of Nephrology ,the Wuhan City Jiangxia District People’s Hospital \Wuhan , Hubei 430200, China)
Abstract; Objective To study the expression and significance of HMGBI1, TLR4 and STAT3 in the mouse model of anti glo-
merular basement membrane glomerulonephritis. Methods Totally 30 mice were randomly divided into normal group (control
group) ,anti GBM glomerulonephritis model group(experimental group) , PAS staining was used to observe the changes of glomeru-
lar basement membrane, HMGBI1,p-STAT3 mRNA in renal tissue were detected by RT-PCR, HMGBI1, TLR4,STAT3,p-STATS3
in renal tissue was detected by Western blot method. Results
glomerular basement membrane thickening;the relative expression of HMGB1, TLR4,STAT3, p-STAT3 and HMGB1 mRNA, p-
STAT3 mRNA in the kidney tissue of experimental group were significantly higher than the control group.the difference was sta-
tistically significant(P<C0. 05). The expression level of HMGBI1 and TLR4,TLR4 and p-STAT3,HMGBI and p-STAT3, HMGB1
mRNA and p-STAT3 mRNA in renal tissues of mice in experimental group,there were a positive correlation(»=0. 401,P=0. 005;
r=0.399,P=0.005;r=0.412,P=0.004;7=0. 398, P=0. 005). Conclusion The inflammatory effect of HMGBI in mice with an-

ti glomerular basement membrane glomerulonephritis can activate STAT3 by binding to its receptor TLLR4,so0 as to achieve anti glo-

Compared with the control group, the experimental group of mice

merular basement membrane glomerulonephritis.
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Pt B /NERSL I WAL /N ER B A& S T I P A FE BT IV A
JREJE B o3 B A R R X A B B ST BT 5 A — il 32 2R il
FEMMER. R RN EHEE KRG IREES,
PP WA BB 1236 K B & K e 18 P I Rg A 4 .
PRAFAEN T o T S 05 ML B AT W B A D ik DKL o o o 4 4
R — Lk 22 SR B A BT, DT RS S 23 BT R 1 K 9 AL T A ) —
EEM. SIEBEERBEEA 1(HMGBD fFELMERPTEA
ik (02X F HMGBIL. Toll £ 52 k-4 (TLR4) [Z 2% 5
B SR PATE HT 3(STATS) FE 5 B /N BR AL IS I Y B /N ER B % /N
FRUHR B 38 R AR D& 31238 L 17 HL R A A9 B n HMGBL 1 &
FR SRR ERM LA . WL A #F5E % HMGB1, TLR4,
STAT3 TEHLE /BRI AR B /N ER B 28 /N B 19 3 36 32 47 O
F% o T8 2 B0 /0 3k 3 U M 260 /N ok B 4R 2 5 1 ] RE AL A
1 #R5F%

1.1 #B pEE 2012 4F 12 A 5 2013 4F 6 A 9 11 J& HE /)

EE RN B Lo IR BRI . 2B R R A5

BRL - (4T 28 (20. 248, 9) g, BEAL AT 4 1E 5 /N BRUAL G BRAD L4t
B /INER LIS AL NER O R AR GR BG4, L 15 B, IR
F 16 FE TR E s W T S FEE RFLK Yo, f
2 A AR & CE Y AR DR A BR A B A7) AE Y S
RNA $#2HULF & (DP432) , il 21 4 RNA 2 B & (-
WA A R H A BR 2w 2R ) s B A3 R 5| R0 S i 96 O
R A I EE B (RT-PCR) A & ( L1 BT A A IR A
R it /N TLRA £ 50 BB AR (1 18 ok Sl A BR 2
AR L) , Phospho-fa#ii /N ) STAT3 £ 5 [ HT 1A (L 1 08¢ jad ik
Sk A R F AR i/ B HMGB1 2 5 B B4 (¥ 8 ik
B A R A

1.2 ik

1.2.1 HUB/NERIECAE T B /NR RN R # S S5 3
ik LA 48 B B /N R B G IS Y 5 /N 3k B R B AR S RO P /)N
BB IE R T 1) 1gG 5 3 RS 58 245 R 78 4 FL A il i 2
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K LA 10 mg/kg 7 A /NG I, 55 5 K& H -4 o A B # 1
Wi (25 mg/kg) .

1.2.2 fRARE  WA/DNREREHE 16 )5 i 17 0 HE
I s B AT B O I 43 B L » SR 5 /N B BE 5 45 AL BE /)N BR
B4 XL B O B S5 AT VI BRUS  B FE A Ve 22 B EERN 2.5 06 1% =
T AT LA T 9 [ ) B 43 B 2L R AT RNA Y 32 U
AT G SR I E .

1.2.3  BH/NERBELEAR MR 2 K IR (PAS) Jefa ik B 2
ey B 1 5 7 ) A s U0 s X0 e AT RS R A 3L SR S
A 2 BER S AL R B 15 min, £z %5 3R i Schiff #4744 4 10
min, 34045 405 F K #E 17 Wk 5 min, SR )5 R H 77 R B il 4
AT Y8 2~3 min, Yo A 45 505 HEAT $h IR & BE I 434 K
IR PR FH R R BE 1 O BV W R AT BB K . 2 2R
B 7 W Ak AR5 1 T R I AT 3 L B S A
TR HEAT WSS . A A L% B B /N R B 4 i A L R 2 SR 4
H M.

1.2.4 Western blot ¥l HMGB1,TLR4,STAT3,p-STAT3
EHMELS REMBW LT ABE, KH HMGBL, TLR4
STAT3.p-STAT3 Hii{k.37 CHEE 24 h, H 2 ¥EFH W ./ PBS
Uk 3 WK AR 5 FH AR 1 2R A VROCKS R A 00 40 B 2 AT SR L TRCAE Tk
& 5 min, WAE A0 L 28 A I 24T 2 Wk (BRI 25 min) , A
T A R - 2R N M I i 5 B R Uk (SDS-PAGE) #F 47 HLIK
FEoWr HEE I B R IR 4T 4 2 (NO) I |, xRk & 431, 21k
2 ROGEBIE WER R,

1.2.5 RT-PCR &S 4 4% ) HMGB1,p-STAT3 mR-
NA  DLIE % B I 0 4140 RNA S 5t BE L Sl 3120 A1 X 36 A
Fik. SI¥FES HMGBL B R b 5'-TGG TAC ATA TCG
GGC TAG AAG-3', Tl 5-CCA TAC TGT ACC AGG
CAA GGT-3', % 5 [ 399 bp; p-STATS3 (¥ L iiE R 5'-CCT
ACC TGG GGA TCA AT-3', Fii#l 5-GCT CCA GGT CGA
TTC GTC TCA C-3', ¥ 43 [l 457 bp; GAPDH 1 FiiFh 5'-
TAT CCC ACC CGT GCT TAC-3', Fily 5'-CTG TCC CCT
AGA ACT TCC-3', ¥ #47f # 140 bp, A RNAprep pure RNA
PRI G IR IOPT AL/ B B B S RNA, Gl Wi G &
B cDNA, 1 2 PCR #A79 Hi & i H B9 DNA, LHMWERN 5
W3 GAPDH —# 4T PCR "3, PCR W 445 . B
5 uL PCR =4, 88 JG A I A 1 L 50 B0 6 R% 10 M 15 2% oh T
HATIRA G, LT 2% B iR M i b AT R E G R 2l 7
V/em) B K, R SE 45 min J5 . SR FIEE RS BUR 5 BT 3 G0 % L K 4%
WA ISR R RS .

1.3 SEil2eab s A $ds 3 B SPSS26. 0 B 14 HE4T 48 it 4
IYHT . IET AR R T T+ %758, HMGB1, TLR4,STAT3.,
p-STAT3 & /K-, HMGBL . p-STAT3 mRNA ik & 17 ¢
i 3, Pearson A 5€ #EAT HH 6 M 0 47, DL P<<0. 05 KR ZERA
2 % £

2.1 WIdL/D R NERIEEIE PAS e o g5 Sx a4 1
B0, R I A /N BB /N R G B g R LR LA L

1
1 A0 AL 2 il
1 WANMNRHENKRERE PAS 6

2.2 W4/ B Western blot 3 # il HMGB1., TLR4,
STAT3.p-STAT3 HHAM KRR S ewisit ot iK%
415 HMGB1. TLR4 . STAT3.p-STAT3 & 1 10 32 % /K F W &
T IR 22 A Gt R (P20 05) . A& 1.
*x1 AR B Western blot i #&l HMGB1,TLR4
STAT3.p-STAT3 EAWRIEZE R (z+5,mg/mL)

2 51 n  HMGBI TLR4 STAT3 p-STAT3
R 15 26.3+5.6 20.6+8.9 21.6+5.8 40.3+12.6
W4 15 12.3+2.6  18.9+2.7 10.6+2.9 19.8%+5.8
t 8.782 4,456 6.570 5.724
P <0.05 <0.05 <0.05 <0. 05

2.3 W4 /MR RT-PCR ¥ K I 4120 i) HMGBI, p-
STAT3 mRNA Z53 & ¢ K gt 40 4, il 30 40 19 HMGBL .
p-STAT3 mRNA ik /KFIB& FXMA. 2R G55 E
N(P<<0.05), W2,
*2 FH/PMFR B RT-PCR ERN 'S AL FH HMGBI1,
p-STAT3 mRNA &R (x+s)

21 5 n HMGB1 mRNA p-STAT3 mRNA
JER el 15 1.21+0.12 1.19+0. 11
Xf B2 15 0.8240.10 0.78+0.13

¢ 9. 670 9.324

P <0.05 <0.05

2.4 RKIEA/DRA HMGBL. TLR4,STAT3,p-STAT3 [i] fiy
KFE & Pearson FCHATH R34 i B 4/ BRUE H R
HMGB1 5 TLR4,TLR4 &5 p-STAT3,HMGB1 5 p-STATS3,
HMGBI mRNA 5 p-STAT3 mRNA [ 32 1k 7K T 2 [8] £ 1F 4
% (r=0.401,P=0.005;r=0. 399, P=0. 005; r=0.412, P=
0.004;r=0.398,P=0.005),

3 3 it

PL /N B IV TR /N R 5 /0N BRUASE TR e g 2 S BT
VI Y Qe R BEAT BN 3 B e o I L /e /b RR
BRI 11 A NEGE T I R 2R A KM A B e R, &
L LAARAE Ry 0 B /N T EL R 2 R A B ek
R ARE T AR R B, 16 JE . PAS Yo 5% /N
BREE I B A2 Ak, a5 2 A B /0N BRIV R A S e L B T B
INER IO B TR B /N R B A /N BRI B H R AR R R

BB /NERBL I ALV /N R B R R R R S A
4 M fE 95 A RN 3 W HMGBL, i HMGBL 238 B 7+ & 5 5/
BR [ A 40 e A A5 32 . HMGBL 1R g — F g 0 1 101 19 46 o
IR ZH 5 TL-1,11-6  11-8 45 40 Jifd R T & A= AH 5.5 4 L 4
HARHEAE R S B R AE MR E AR BiE i, STAT3 5 p-
STATS 2 M & BRI B8 (JAKs) I 1k J5 % 58 20 40 i A% 79 vl LA
BIHLAA P R0 A DG 55 TR 23 11 LAAR 1) R 8K f 938 J AR 93
PR R ARSI S R B R R 41 9 HMGBL.STATS3
M p-STATS Fik K F-F HMGBI #l p-STAT3 mRNA ik &
R T o B 4L, i B HMGBL 5 p-STAT3 A 1 426 , 1 L
HMGB1 il p-STAT3 mRNA £ iF #12%, FH it . HMGBL 5 p-
STAT3 454 J5 15| & T N2 NI A 5 50 B /) 33k 56 e i 72
BNER'E R EE.

HMGBI 1932 1 TLR HEA3 PSR E Y1 fa B 5 5 32
SRk A EE A E XM, TLR4 2HLAS LPS &
RN O SN R £ e SN N S D A ST RS B R
P2 /B TLR4 By R IXAE O 058 41/ BB 4 2 TLR4
By 2638 B T B 4L/ R i 5 HMGBL 5 TLR4 B33k
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B W IEMSC. Bk, ol Ay HMGBL 5 TLR4 454 J5 i
G1 R AL 1 G 28 1o 287 o DTS A R 470 B /DN 33 ik G 7Y B /N B B R
W& A . AU R B8 HMGBL 7651 B /N R 3 I R L 5 /1
BR B 4 /N BRI B E AP ek A F I IR S T H HMGBI 1 3638
5 TLR4, p-STAT3 £E K FEHMHE EMRX, S H
HMGBI #4335 i 384 i #8 m . X A-45 248 % HMGBI fE ¢
HEPUEF /N R 3 IS B B /N R B AR Y kA L i D HMGBIL #2371 B
JINER IS SRR B /N R R R SR AE P R AR AR AT LA
A H 2k TLR4, JH & ML P ) STAT3, DT S5 BB E /)N
BRI TR /NERE 28 10 KA TXORN H Al 2 o 1 T o A R AR
#ﬁ[lij .

25 bR, HMGBI FE40 1 /N BRI AR A /N 3R B 458/ B
A ECRAE A W] LA G 45 A 32 & TLR4 Ik STAT3, A
T 32 BHL B /N R B I B A /NBR B 4 kA .
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