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Vs 28 MIRE 2 A7 K B W Bl pS2 TGF-o il PCNA ik 281 B 35 X

MAE VEIWA, T, B AR, £2E, IME

(1. A RS 463 EIUAL, T T oM 110042;2. P EEA K2 S W6 AP mILA, 35 sk 110004;
.PEERAKRFES G AFRBILA, T T ki 110004)

[ E] BB HEB LMK SO AE A RS PR 52 B M 1 0, LB R RE T T RE -5 IR Y
FTIRANTA Ko ST 2 B RGBS FURASCIR (pS2) FEALAE K N 1~ (TGF-o ) S35 51 240 M R 47T i
(PCNA) 91T, Jik 18 HkE Wistar KR, BEHLIT N SCH0 4L (LPS Z1) FIXTHEL , 7305 I 26 A 75 2K (S mg/kg)
R bk IR 8 LTRSS 1.5, 3, 6, 24, 48, 72 h WK E BRSO , TR AR - 21 YLt AR A2
B G 1AL SP AR I H A pS2 \TGF-o Jz PCNA S 3R ML. R LPS 416 h BB ik &, Filik
T AT LR RS L I A FRIRAE , 5 N A7 5 DB T BRI b B2 i , BN AT I, Sk A i i
R 40 T/ MR B, RS2 5. LPS 4111 PCNA 15 3,6,24,48 h 15 3 15 2 U 20 i A% 32 TR 00 et 2 ) A Dk
fIR(P<0.01);pS2 7E 1.5 h 7 7k 15 41 2 40 0 5 32 10 T % B2, 3 h KA IE 5 ,6,24,48,72 h B & & T X B4
(P <0.01) ;TGF-a 75 6,24 ,48 h HZH[RL LI A0 MK BB I RIESR (P <0.01) o £5iE  PCNA AL
W7 5 AR A0 AE S0 A v 1 AT L P 3 G A 5 pS2 Rk B, T B 1 A A A 25 SR R AT A
PRAEHT; TCF-o F2IR358 , vl REREBE T B R R R A I, 2 5 BRI B2 .
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Expression of pS2, TGF-a and PCNA in the gastric mucosa of young rats with endo-
toxemia
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Hospital of Chinese People's Liberation Army, Shenyang 110042, China(Sun M, Email : sunm@ cmu2h. com )

Abstract: Objective Growth, regeneration and reparation of gastric mucosal epithelium may relate to the expression
of peptides. This study aimed to investigate the effect of pS2, TGF-a and PCNA in endotoxin-induced acute gastric mucosal
injury in young rats. Methods Eighteen-day-old Wistar rats were randomly injected intraperitoneally with lipopolysaccharide
(LPS) (5 mg/kg) or normal saline (control). The gastric mucosal specimens were harvested 1.5, 3, 6, 24, 48, and 72
hrs after LPS or normal saline injection (n =8 each). The pathological changes of the gastric mucosa were observed by
hematoxylin-eosin staining. The expression of pS2,TGF-a and PCNA was measured by immunohistochemistry SP method.
Results  Gastric mucosal injuries were the most serious 6 hrs after LPS injection, characterized by massive erosion,
bleeding and cord necrosis of the gastric mucosa paralleling with gastric longitudinal axis. PCNA expression in the gastric
mucosa in the LPS group 3, 6, 24 and 48 hrs after LPS injection was significantly lower than that in the control group
(P<0.01). pS2 expression in the gastric mucosa weakened 1.5 hrs after LPS injection, recovered to the control level at 3
hrs and was significantly higher than the control at 6, 24, 48 and 72 hrs of LPS injection (P <0.01). TGF-a expression
in the gastric mucosa in the LPS group increased significantly 6, 24 and 48 hrs after LPS injection when compared with the
control group (P <0.01). Conclusions PCNA expression may be associated with the proliferation activity of the gastric
mucosa in the process of gastric mucosal injury/reparation. pS2 and TGF-a might participate in the defense and reparation
of gastric mucosal cells through mediating cell proliferation following acute gastric mucosal injury.

[ Chin J Contemp Pediatr, 2008, 10 (2) ;221 -224 ]
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H R R A ARG R AIME  ad ARE SZ B
FEAR AR, X — AL £ 2Ok A RIRA S G2
MR S, HAB S BE ) vl g 5 X LL kW ot Y
FRAEA XK . FUEAMISERE (pS2) B =i A7 1
(TFF,) g =M IR — 01, J& T4 KA 7 Kk
AR -0 (TCF-o0) SR 2 AR K HF K rh—
FKE R E 1B EM F LR, I A
J& ( proliferating cell nuclear antigen , PCNA ) 2 )z - 2ff]
JRL S B PR EE B LR ) AR bR . ASCTEINTE R IMAES)
HER BB PSS S v B RN A FME S A, A
LA e A0 A I 15 I TGF-ou, pS2 & PCNA
PR, T S B R 18 2 TCF-a,
pS2 Nz PCNA 14E T, WE 5 IR Wy %t B 26 1B i) LR 4
YERT, 2 18 BB 405 ) $0 BT AR ¥ 7 S A B Bl

1 #EFAE

1.1 ##

flEhRE 18 H T Il 9 Wistar KR, A7 MEHE, F-
PIUREE 32.37 £6.32 ¢, SRR SR, i [ B2
FER 2R i R Be e sh oo fe it BERL
SCHGZH (LPS 2H) FIXf R, S 4 4 — A (1.5,
3,6,24,48, 72 h) 4 8 H, LPS ARG N AT
K (0ss Bs IRk, X [E Sigma 23 F] 7™ ) S me/ke
(1 mL/kg) , FH AR BRER K o %ok IR A M M 2 20 2
HERK 1 mL/ kg, JH 24 )5 2% 2 30 o B, 20k 2 i
o ABITHEM)E 1.5, 3,6, 24, 48, 72 h 4b4E
sy, IS, W8 RS BTF, ER B X E
RAELEHO.5 em x0.5 em HHLEH A 4% H R

T T A2 o
1.2 Ak
1.2.1 4120532 5 o) AR L Zh R A5 A7

L. BBIUE BT 4% HIEE W [E 2 24 h )5,
AW YR, RIS ARE -t B ER Y
IS G

1.2.2 Sy a4k SP kAem § £682 pS2, TGF-a &
PCNA Fakix Yl w LT, 6 = H R4
121 10 min, POET AT (¥ BEAK IR M : 100% ,95%
85% ,75% ) #5121 5 min, FIZR IR /K vp k. Kb A
BT 3% Bl Hy,0, W3 F , EAE 10 min, K
PR , 2RI /K VRV 2 min, 3 Wk, IMER LR, &
T B (EDTA) | B 230 @ 2kt FAZE IR K b
PE,0.01MPBS(pH 7.4) vhik. i%hn 10% 1E % 1L
M3, W F 10 min 00 25 0038 , EHE M B
SE—PuiR, PUIAR R TAEU B R - bl - pS2 IgG B

FAAL St BL-TGF-a IgG 1: 100, fa i BL-PCNA IgG
1:100,4°C 347, 0.01 MPBS(pH 7.4) ¥ 2 min 3
Wo WMAMER L PR 1gG (55 —hifk) ,37C
JZ % 30 min,0.01 MPBS(pH 7.4) Mt 2 min 3 ¥,
WA AR ICEE RO R ( SP), BRI T
30 min; 0. 01 MPBS (pH 7. 4) #f¥ 2 min.3 ¥,
DAB A5 24 3 ~5 min, ZZRK k. HRARE
5 min, JKPE, ZEIRK YR 30 min J5 K BT
B, BB ES, di ML IR A AR AR R E
pS2 TGF-a PHPEZR I , 4l MuA% b A fdl (o ks 2
PCNA [ 35, LA PBS A0 —$HiAE iy BT Pt BR
i ] OLYMPUS-BX41 [&14 % 4 & 45, Meta Morph/
DP10/BX41 B AF4 1T RS M A2 pS2, TGF-a & PCNA
S R
1.3 FitFEaiE

Bl LI = bRifE2E (x +5) FRoR i F SPSS
10. 0 1A RGEXT SLgm s R AT GE 5 70, AL IA] |
BRI 5 225107, P <0.05 A G Lo

2 #R

2.1 BEEAKREENT
KRS LPS 41 1.5 h B R AR BE K i, 3 h
BRI A K B, 6 h B b R 4 R R, AR AR M
ALK BESE (i SR BRIRIRAE , 5 B NHPEA T,
i RZE I F IR E X, SR UL, miE IO 45,24 h
FHIBEERS (M I IR BE LR IH L, 48 h Zih R A% R 25 4,
72 h BREEAME ER OLE T 1.5 h ZilE R
ALK ,3 h LRI K, 6 h FEAR R T
TR N A L, R MR AN IR, A e |
a5, T /ME IR, BRARSZ 5,24 h bR L P
RLAH M= 48 h FER)Z AR BRI/, 72 h R L
B . X IR R I b R R e AN M S 24 0E
IR IR e (B 1) .
2.2 EFiE PCNA fRiE

Xf B ZH B B2 240 A% PCNA FH P e 2 4R
Z ket T B ABILEE . LPS fIN T RIE K
S5 3 h PCNA 93588 i i fik,6 h 5 fik,24 ~
48 h A fir EIF BAME TR BRZH (P <0.01) 572 h 4%
2 ETH(E2,% 1),
2.3 BHEpS2 ZEARIE

XTRELL B RSV A pS2 ik, LIPS 4
WEERME SIS 1.5 h B & pS2 A RIBMIKT
XTREZE 3 h PR IEH ,6 h W & X E4 24 ~72 h
SR S T X HRZE (P <0.01; 813,58 2)
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x1 WABSHBEARAMAAZ PCNA EAHRIE (n=8,x%s)
SreH 1.5h 3h 6 h 24 h 48 h 72 h
X A ZH 31.2+1.6 32.0£2.5 31.1+3.3 30.9+£2.1 31.7+1.7 32.5+2.6
LPS 24 28.2 3.1 22.6£2.1° 19.5 +3.1° 20.9 £2.2° 23.1+1.0" 27.0+1.3
a: G A HLER P <0.01
*2 MABHRAR[MIME pS2 EEAIRIE (n=8,xxs)
I 1.5h 3h 6 h 24 h 48 h 72 h
SRR 25.3+2.1 25.9+1.9 24.9£2.3 25.7+3.1 24.9 £2.7 25.0+2.6
LPS 4 21.9 £3.2° 24.7 2.1 28.7 £3.3" 31.9=+2.2" 30.2+3.0° 31.4=+3.3"
a: XA AR, P <0.05; b: P <0.01
R3I FABHEHLAME TGF-« EAKNRIE (n=8,x%s)
il 1.5h 3h 6 h 24 h 48 h 72 h
oyt 24.3+2.1 23.9+1.2 24.5+1.9 25.0+1.6 24.6£2.3 24.7+£2.6
LPS 2 25.9+3.1 26.7 +2.1 28.5 +£3.3" 30.7 £2.2° 29.2 £2.9" 26.4 £3.1

a: A RAL A, P <0.05; b:P <0.01

£
S5H58%;C, D LPS 41 6 h il [ K iz i

BREHQREENT(HAKRE - FOREE, x100, x400)
LR BB NA H, RRPE A RIRE TR AR T MACH B, RS2

A, B X IRZH H RIS I b S A0 S 1R, Ik

B2 BFHEPCNA WRIETL(EEHWL SP X, x
400) A XFHRZ B B A MR PCNA B AR 2 4518t
P T BN FE36 ; B: LPS 21 6 h PCNA 253k W] B 315

B3 BHEPpS2 KIETHL A.x T”EQE%'?E?H%?E,A?HH@
WA pS2 Fik ;B LPS 41 6 h pS2 ik W] i

2.4 BHEME TGF-o BAFEL
X B B B SUAN AT TCF - 63K, LPS
G NFEZ I TESE 6 b TCF- 035 1511 B3R,

B4 BFETGF - aRiETWL A XIR4EFHAH
A TGF — a 535 B:LPS 416 h TGF — o 351k W i 148

HE 4

A=

24 ~48 h fiz5ik, B B TR (P<0.01);72 h 5

PP RECIE 4,3 3)

AV

3 e

Tt
PCNA J&—F /124 36 000 iEH /R WiA% & H,

S DNA & BT SD R A7 78 T4 N
ANTRIFRA , He e w1k A i AR 2, G B I 1R
Hahn, S Wik m g, G, M U] B I b, X R W
PCNA (%) 3 P05 4 it 3% 58 &) 399 %% D AH O, J I e 2
LB T P 1 T B A W 2 AR AR o AR P AR
KEMEETEHNEERG 3 b H RS20 %
PCNA 35 81K, 6 h fAIK,24 h IR A,
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72 h RSEAWRAE . BB BE A i R
0 5S4 2 L ST U A S R B B B 0 A T 4
IR ZE I B I A 3 T TR b, SR
A5 2253 AT R A PR T 40 1 T P A B P 43
FJ2 bR AR 4 SRR, 5 S B T ) 5
PEDT L PR R I PN A B R, S A 4 4
MR PCNA BRI 5B 5 Wl 5 285 M 400 0 1) 1
W, PCNA ({320 BT, W T B B
P AIME S 1o Pt vl B R0 M B B0

A SCHR IR B pS2 & 1982 4F A LI 41 i R
MCF-7 15l T — AN 55 cDNA pS2, Hi4i 5
84 AERIEE (TIPSR HE R, R — AR, 2 1
SRS LG P A —AS 58 EIER IR 1, 3%l
pS2 Z IR T 9 5 i 52— =Bk R
pS2 2 SRR R A 22—, = IR 32 3
JEEAE K (pS2) Bl TFF #9252 ik (SP) Bl TFF2 #0
1 = B (ITF) B TFE3 41, LA M 6 2k
W FR R SETE AL 3 N B0, B0 3 ik T —#
SR, SRR P SRR = R A A B 1
FT, P REAE 484 500 2 451 55 M5 L 52 47 14 b 1z 200 J 1)
BhIEAR 5 2 A T R 5, S BT O R 1A
VER, ISR BEROREIR 2 SR PL B IR 2 E W TR 05

5o MO B R AT EIRE, B L Bz fR A
e R A S o =K AT LA VR H RS 17 ) R

FIOE K, 6 b A 52 A 0T 9 B B 3Rk, pS2 Jd
VR T 2 4 A T R A B AR e 2
A ORI R B 2 R
AR, pS2 T RES: S H RGN M AT 22 73 2L, {4
g, B S BRI A4 R s 4R K
MEREENNTRG 1.5 h BRBEAZ K b pS2
HHFRBHW5,3 h IKEIEH,6 h B W5 T 1k
H,24 ~72 h AT S X RR AL, X R pS2 7EEL
HRAE 52 1) ST B b A e K O AR AR A, T e
VT bk E A G R A A N E Y, QAR
SN EE AR IR, pS2 ik b3, n] AEHE i A 40 i
W25 a0k B A ORI

TGF-a j& EGF kb —2KZ 5 B #EM 0 5
BE R EEET R, 1978 4£ Delarco %5 M\ Rous Sar-
coma Y5 1R A0 14 2T 48 40 R 5% 3% b s T P R
TGF, JakWt5E & B, TGF 43 TGF-a 1 TGF-B
Bl TGF-o fEfE 3 B A F R AR A A, T
B REA B 5 L TCF-ou, & R WL TR b Bz BE
20 e 1 4 25 22 i AR i R o3, BT L TGF -«
SRR E RS R R AR R H

FREXSRHPR ERTR | £ Wi A1 ] ] DT AR 25 22 b5 47, ml i
BRI TCF-o (9 ST B PEFK™ o A BRI 45 R
R AAER BRI EE R AR S 6 h B HREH A
AN p TCF-o 3 R IB WL 5%, 24 ~ 48 h ix
58,72 h AP RRE, AL S T IR R X IR AL A,
PR ILAE S B R, B B TCF-a ik
5, AT REGERE 1B B LR AR A K, 2 5 A
BRI

LR LRI, 4 O RN 3 R LAE I, 1 R AR
PCNAZRIR AL e T B Fh IR fig il #e b
RN S SR P 5 pS2 2Rk B, wl g i
NI S S E R AN DR 1 5 TOF -
B, ATREfERE T E A LR A K 2
HAEMIEE o pS2 TCF-a S5 RIS BT % 2k B 114
PRAPFE AR+ 70 52, X IR s A Wt 58 A )
RE A IR 1 ) T FIIE 7 T REBT IR A

(& % X ]

AR, K, FOREAS. =0 15 8 R B F 5T 3
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