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[HE] B HITESESAZINERF ICTATOENERR S MR G ALD X EMAS 5
WEZEREFESER.FE BRESHAZZBEHEOCPS)HEAR ALl S8 K YREHLA A3 B4 . LPS
4 b 2 K4 (DEX) FHidl;DEX T W4 ¥ § DEX 0.135 mg/kg, M BAM LIPS AN JMESBEHE K,
#H 548 LPS 4# DEX FHAZ B kS LPS 5 meg/kg, ¥ BALABEK 1 ml BR. FRHGF
1.2.4.8,16 &4 6 RKR, BUWA L, FE B i % % B i 3% (Western blotting) #  STAT1 Rk #3175
B, R THEMARARBEYKT. 8 SHBAHLE,LPSASTATI WEAA I h HBMT.4hBH
WA EZEMN T #;2.4.8 h if STAT1 RiXx B EF 5 (P 3<€0.01);DEX FHi4 STAT1 FEik#a¥ R LPS 4,
{8 2.4.8 h i} STATI X BEMTFT LPS 41(P #5<0.05), & WHEEXKI ALI P& STATI BEREs
STAT1Z 5T WA A RIENER.
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Regulatory effect of signal transducer and activator of transcription 1 on acute lung injury induced by
endotoxin in rat YU Lin-zhong, HU Kong-you, LIU Jian-xin, DIAO Jian-zin, WANG Li. School of
Traditional Chinese Medicine, Southern Medical University, Guangzhou 510515, Guangdong , China

[Abstract] Objective To investigate the expression and regulatory effect of signal transducer and
activator of transcription 1 (STAT1) in acute lung injury (ALI) induced by endotoxin. Methods ALI model
was induced by intravenous lipopolysaccharide (LPS). Wistar rats were randomly divided into three groups,
the control group, LPS group, dexamethasone (DEX) group. Each group was subdivided into five
subgroups according to the time after administration of endotoxin (1, 2, 4, 8 and 16 hours), except the
control group. Rats were given normal saline by gavage in control group and LPS group, and 0. 135 mg/kg
DEX in DEX group for 5 days. Six rats were sacrificed at different time points after normal saline or LPS
injection. The lungs were harvested for microscopic examination. Western blotting was used to examine
protein expression of STAT1 in lung tissue. Results In LPS group the levels of STAT1 began to increase at
1 hour, reaching the pesk value at 4 hours, then declined gradually. There was a significant difference at 2,
4, 8 hours (all P<0.01). The expression trend for STAT1 was similar between DEX and LPS groups, but
the levels of STAT1 were significantly decreased in DEX group at 2, 4, 8 hours compared with the LPS
group (all P<<0.05). Conclusion There is abnormal expression of STAT] in the lung tissue of ALL. The
abnormal STAT1 expression takes part in the inflammatory formation of lung tissue in ALL
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% HSigma 28, EA%KE N E RN & (BCA ¥,
LEREEEAYRBEERAR  HEXR
(DEX, # LI B H A By A IR A &), #iE-5 070941),
B kB STATI EREHnk. Rt _H (XH
Cell Signaling 24 #]), Bl A B-WL31 & & (B-actin,
%[ Santa Cruz Biotechnology A #), Il EHi /MR
“H.ECLA¥EXBILABIIHTEZXIR
)+ EmBACDS)BRERFE TR EAR
K EEHERATF), ¥ T B (%E Bio-rad
AFED, BM_® 2% B (PVDF, % H Millipore 4
7)) ,Kodak Image Station 2000MM B R4 (E(H
KODAKZA R,

1.2 XY K44 SPF % {2 B B Wistar K
B 66 R,k E 150~180 g(FA BRI RELKZHY
Hb R4, S #IES SCXK B 2006 - 0015) . #BEHL
WEEgN R B4 .LPS 4 . DEX F W4, 5m4
BN LPS 5 1.2.4.8.16 h REIALFER E] &
4,546 H.

1.3 FHYEBHERAGH R . SHIMM4IF &
% ALI K R, %I 857 DEX 4 X R § DEX
0.135 mg/kg, LPS M B HBABE K, EHRAH
5dJ/5,LPS 4 # DEX 4 ¥ % B # Bk & & LPS
5 mg/kg; W RAEBSREHEK, BBKEHA
K 1 ml, 3T HINE ELEAFESI Y B

1.4 BWHEREREE

1.4.1 FBEHARAZEEEE (Western blotting ) ¥ J
STAT1 ik : & 4 FH Bi o 6] SR BRAL FE 3 47, FF
Ji A B 418 50 mg, W ABFE, M AAHABVBER
(ERMBREMEHADEREES, H BCA B#7EA
FE. WA ERARER, 50 pg BEA LS
47 HL 3K (80 V 20 min, 120 V 75 min) , 4R )5 Bk F
ERERPEARBEPVDF B L, EBHE 1 h;
S+ B STAT1 —H (R A 1 : 1 000),B-actin
—H BB 1:100004 CHH LK, TBST ¥
¥ 3 W, HK10 min, 4 FIH0 SR LY EEHRICH
B _H@ B 2 000 ILEH/PR M

(FHmRBLHL:7000FR\BHE 1 h, TBST % 3 K,
B K10 min, BERKEE, d KODAK B FR 4%
BRYEIK BB AR, B B R AR AN S8 A 8K 4 o T K B
B, #TEEIH,HIHE STATL £ KEES
Bactink W RKEAMHKE.EHGRZAHLED
KIFRIHER Rk,

1.4.2 FHALRREE I . & AT A8 BLET ] 5B
RIS Y, FRBE T i, 4B 530k 104/ B
BAkBEREE  ZHEERK, ABaR . IR, 5K
E-RFAHEREE, AEEL¥ B HENE,

1.5 ZHESMH-FRUIBLHREEGCEOR
7~ > R Al SPSS 13. 0 % 3k 4 # 17 77 2 4+ #7 (One-
way ANOVA),P<0.05 HERAGH¥E L.

2 & R

2.1 Western Blotting ¥ ¥l STAT1 EXHWE R
(LB D . KBREBKES LPS F,STAT1 7
A1 h FHER 4+ h BER REEH T, E
16 h IR FHBA. SHBALE,LPS4 2.4.8h
i} STAT1/B-actin WAH B F F & (P #<<0.01);
DEX 4 2.4.8 h Bt STAT1/B-actin H{H%: LPS 4
B ERK (P #<C0.05),

£1 BAARBGEFREEA STAT1/B-actin
HEM B (TLts,n=6)

STAT1/Bactin W{H
i8]

1h 2h 4h 8h 16 h

MER4A 0.65+0.09
LPS#4 0.78£0.13 0.90+0.14* 0.9340.07* 0.8810.11° 0.8040.13
DEX#4 0.7240.15 0.724£0.14> 0.7540.10> 0.73£0.11% 0.73£0.17

B3 A R, P<0.01; 5 LPS 41 %, P<<0. 05
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R AR H L DEX 41 Btk BUE KRB B , ik fob 22
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T H 980, Ji a0 i e R ARt 40 MR B 9, LPS 41
4 hEf BoAE At 40 e B I U #OB B R S, B
R 194 T, ft ) Jo R B K B, () B R MR P9 M L, B
o8 1 B T 8 ot L PEE P9 FEW AL 400 I MU KR 2 B
fE# & ;DEX A 4 h W R EBRER LPS 4R,
B8 LPS 4 BHL.

3 #

EFFFR P HMALANRELRBR LPS W3]
7R B 2 4 A8 S S B, S B K B AR 4 0 M 9 B R
BBk B i SR AR ALL SR A H
B,

STATs AR FHRF . ENSHAREFHES
HeENBEPRERER.STATs R~ 5HER
HEXBEZBEERONAZESHHREEAEE,
EARNBAGYFERIASTATs B 71 M RER
B, B STAT1.STAT2.STAT3.STAT4,STAT5a,
STATS5b.STATSG., FZ MMM 5 fEE BIE JAK/
STATs i lf, X 41 i SME 5 SR 40 M _E IR R 32
AREAEE BB LEAMM JAK, FAK JAK #
— B R E P R AT STATs BEM AL T ¥ 5,
AR STATs 4 FRBR - FEH A BIH
K, S®EERALER DNA &4, AT REANE
W N R ES AP EBNS  EE¥ R
A,STATs EEWBEHRR— T EHNTR. E
WEERD STATs EAERHERRIIFEL, A
KRR EHR STATs REFBELSME. . REHEK
REEMERARXRC,

ALT 14§14 18 BE R 5iE 2 B B9 J5 5% e R bl
HEZR FERRAIBRENRBE RN LR
B F F SR A R AT B9 BL AR BE A AE R 7R B I
REZREBHEEFER. HREFEREMR
SEFM/ER BT STATs EH, % STATs {5
SHSRBAIEHRERER . BEAHRLA, /PR
J B i 4 LPS 3 ALI B, fii 44 419 STATs Z A #
54k (30 min £/, KB 5 LRT R BLH LPS
AL it 4 8 b B 8 R H F-«B(NF-«B) i 15 fL 33 B
EARME, skl /FREERGE AL HR . 24
BRIRREH AL SRR ERREAR ALl R P FF
7 STATs &4k, #7R8 STATs AT S8 & F R R HE &
ALI —A3tREEE ., STATs HA LHLPS 58

pPIPIIY

S FHTheE, iR £ H% S E S (LBP) ML
EH-2(MD-2),3 H F il NF-«B 4+ S 89 & & ik,
# 9] STATs WIELERBE KB BRG P g4
SO RAER BT K, FE B F8 46 5 KR o5 E
BEAY,

STAT1 £ STATs REF BB EAAN TR
R R ,STAT1 B4 REZ KM AT R 5B FE
M. ALRERBR,LPS A1 Wik R 7EE STATL
MREEL TEHEE 1 hFBREIMEB.4hEH
¥, Bl 5 % 8 T B, (LRGP A % % T DEX
FHETHBME STATL R ¥ E kL, BRRP
JER G RTER . BAEBZ B R ,STATL Eib
NS EABEANE-100L-10).IL-6 K FE 5 FE
KB RGRXREY, MH STATs HATHEE
Bh PR B E ARG . HiL STATs 55
BEEROTENTEREALINRRIEEEEER
A, REIT ALT R T B8,

B % 3wk
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P EEBBMARY A RIE R SH SHRRME
CEREEES S

B B PR KRR SR FoE A (a) st 2, Italsiang, e dem, MmkRLs
L, iR O R C A AR, LPS 44 h (b) nf Wk B R MM i E o BB im i s N, b bl i
12, W] IR Rk b TR A 0, MY SR M, R AL AN, iRk R & SR
A DEX#l4h(c)milk ERERREGApEHKLPSAL%R HE x200

A B iR A& Fr XoF 20 Bl 153 495 oK B _E 52 408 B B B T E Y 2 i

(EXLL4127)

B1 XBETRESAARMALURRE2RE MEA@BARRMBNEN R0, AMRE, MokTg,
MR Rl ~-, BRoy Biifedy ok A s LPS 4 (b) Bl T R MR A M. BB, Wil B Ao REEMAZIE, B
BIAEE RS, R AT SR R A5, NS4 (c) 5 LPS 4 sk L, ALB #1(d) f1 HES 41 (e) Bi ] KU 2 g 6
M, KrieRFEieER ., LRI, iR ERsiE, HEREKRLPSHIMNSH, T GELA(f)
fipH e N, REMBRE, WibkENEWER HE x200 B2 Rt FASE4KRRME LM
W R () WS &L i Ecanie, LPSH (b) FaNS 4 (c) @1 M LA 4t g ¥ £, ALB4L(d)
%uHEESéﬁ(e)O?lﬁtﬁlﬁiﬁJ:EiﬁHBﬁﬁkEﬁﬁ~ BNSHMEHY, GELA () ALk LEMBKE, BESH
TUNEL x40



