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Prevention of isinglass on the chronic atrophic gastritis in rats and its
mechanism
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[ABSTRACT] AIM: To evaluate the effect of isinglass on chronic atrophic gastritis( CAG) in rats and its mecha-
nism. METHODS: An animal model of CAG in accordance with the previous experience of combined administration of
60% ethanol, 20 mmol/L sodium deoxycholate and 0. 1% ammonia water was established in SD rats. Isinglass was used as
preventive therapy while we were establishing CAG rat model. Finally all the rats were executed and pathologic changes of
the gasiric mucosa were studied by gross appearance and microscopy and serum epidermal growth factor (EFG) and growth
hormone ( GH) contents were tested. RESULTS: In each isinglass prevention group, inflammation grade of gastric antrum
was less than that in model group (P <0.01) while the mean ratio of the thickness of gasiric mucosal gland and muscularis
mucosa (L1/12), the number of gastric glands in 1 mm lengths of mucosal layer in longitudinal sections were much better
than those in model group (P <0.01). They were very close to normal control group (P >0.05). The expression of prolif-
erating cell nuclear antigen (PCNA) in gastric mucosa and serum EFG level were higher than those in model group (P <
0.01, P<0.05), but serum GH content showed no different between isinglass prevention group and model group. CON-
CLUSION:; Isinglass preventes the gastric mucosal atrophy in the CAG model. Its mechanism may be related to the effects
of decreasing the gastric mucosal damage, promoting the cell proliferation and increasing of internal EFG secretion.

[KEY WORDS] Isinglass; Gastritis, atrophic; Rats; Epidermal growh factor; Proliferating cell nuclear antigen

ZHENPETYHZ - BRT(HREE

JrRL, TE R B KR, CAG BB R, 17 = B T By

20, HUEERR: H T, AR RS, B LM SO I
M2, WEHHES SRR ERNAS8E
I8 2= 454 H 48 (chronic atropic gastritis, CAG) %
e B 78 B4 IR AR B e IR RCR , i — 2B B

[WE EHI] 2005 - 08 —29

(fEEH%] 2005 - 11 -12

SEE, 2 TUE B B E R AR A R A R R U i
&3 K T (epidermal growth factor, EGF) Fl4:
K E (growth hormone , GH) , DL #R15F H 0] BB H4E F
Pl

« [ EETNE | WA PHLT B AP E SR BT H (No. 011103018 ) s M HiAH£0 % i R # B H (No. 2002121A15)

NSBERAES Tel: 0571 — 87296264 ; E — mail ;Sijm@ 163. net



- 750 -

# #® W F &

1 ##

L1 #HHEAFN K PEREEALTIEN
I, #1524 20000914 , R B} LR BE N 0. 1% B EK,
S IE R 2B 4 >99.5% , EXTAR
A TBIHI T, #6525 20000226 , F i) FH 78 18 /K Bt B
60% VAW ; £ ENHFR M : Serva AR A 72, L gk
ARG AL 5 5 O 40428, L5 980511, it
FAZR 18K BL K, 20 mmol/ L B VAW ; BRAES : WiVLEE X%
2k, #54 991203, Fi i FZRBKBL L B30 &
B WIVT KA B B i AR 3% oK B B o 24 il 37 o
AL, fa, 5 % 20010315, F A &R B K FL L&
B REAKEF ARKEENERANEHPEIR
FREAF #248,

1.2 %%s4b5 CAG BAMES 7 AR 8RR,
PR — R R EARER M SD KB, MR E (200 +
10) g( WL K¥F E 2B sh LB 0 3848 ) . 28K
FAZRATES, ER (20 £1) C,1BE 50% -60% ,t
MRS 12 h 8, Bz 8, FH 0. 1% B &K1
S KR K B B 5 20 mmol/L fy 2 & iH B 44
BH¥ES 1K, 8K 2 nl; 60% K LG R EE
2K, k2 mL, Bik3 R 24 g R
CAG HHl,

2 FEk

2.1 pansdh OEFHT R AEE ERE
B K@ RIS R 24 H, A Faf;UT
3HEBRNFENA BT, SRES 1 K0 =
BEHEMPGHS H:l.6 mg-g™' - d™ ;@ K
FIEFPH4 8 H:0.8 mg-g~' - d™' ;& BRs#S Fiph
H7H:1.6mg-g™ -d', LIRBTAEEL 24 7,300
HREMERXBRBHRE SRR BEREE.
B IMEBR EES,

2.2 HANE REAZZEE SHARZRT
G 258 24 b, BB BRI B4y S mL,BFE 2 h
J& 3 500 r/minB.{> 15 min, B TS, -20 C ki
RfE. REHERBLE WEXSUH UEEH
BRI B SR R L B £ D5 KRR o
L 10% Fy e H R VS VB I E L o BV /NS AR
M&RBU MERE Y A, 17 HE R fEH R ¥R E
Koy Fi PCIO (3£ E DAKO A RAET=, 485 -y M879)
TR A S 7 40 ML R Rk B o

2.3 CAG#altr S 1994 4 FEEIRHIRNE %
LW 2R, W R R RAE R R E & (0
- M) P 5E ; [F] it i P A4S 2 B G BB A R

(L1) MEENEREE (12) Z (LI/12) (%A
WE B S MU, BOFHHE) ; A KER B iR
P H (LABEA T35 200 - 1200 pm 2 — A7 K
B)o
2.4 FAEHARAA TEFEHAT]IF(250 £50) pm
AR IS AS & 5 4N B SEER R PCNA 2235 FHHAER
R B HAEME, A wm TR
2.5 hFEAAERBFREREEZKREGERN
FABU R R I 3% EGF \GH R/KF, 4% i B
FHAE,
3 gitEamE

EREFRA IR 22
#:(One — way ANOVA) 3474347, i SPSS 10.0 4
RGBS, BIEAYER s iR EZE(x +s) %
No

&5 =X

1 —iER

BERLH B K BN A R AR B R T L TRE R
. AHE EHIHES, RERKB. EEEEE
FEEY, ERAMEWBAEsI AN BRXAH.
2 BREXGENE

EEAKREHEENAE, ALE HBRE
B, RS BER TR, AR BN, B AR R AT,
BRI BB, HERTHE, A8 H, BES
e AL, B AR AR A PR IE 4 i g, 12 B
FHESRBUEREL , BT HEAREIEIER
o BRBER TS 4 AT L B 2R 9 FE 0 K i R
AR LA o
3 BREARF
3.1 @am®at FERHARREFHELLMAEHEE
FIREST, Rk HES ) BB RN, B /D ME M, B B 2 E#
T IRA A RE 40 B A1 , FEAR B ALK 2> L 2 4 i 40 H
RFEM K. BEEABRAEHEW, 558 /M
SRAE, HENERE(E 1), BRIESR RS
AN, B E R, Ry, AR
B, THm. ik B ERS, HEAHEERHNE
BB AR RENHSELL ARG, HEILEE,
mREER B R 2 BCRE A RN, K
BRIEMMRE, B 4A BERE A RREL (B
2), WAMERIRE ERHENA IR ARREY K, HEK
LB bR A R T BRAE A AR BB I A | BRE
P EE. sBRENETH (B 3.4) R/
B BETERMEA, REETANEEERKX



BAEBE R MM,
3.2 BUAXKABEHBREAREER ZHER

7B TR B 2 S bE SR TR BT 41 B S AR R B A AE R A A
BASTEREIL(P <0.01) ; LI/12 {H( B RBRRAEE
B LI MIFBENERE 2 Z 1) KB EH 1 mm KE
MRS E B B s THEEIH (P <0.01) ;3 E5ER
HMERTEITEREX(P>0.05) , W% 1,

®1 BERFRAELH LV ERAGKENEREHE

Tab 1 Changes of inflammation grades, L1/12 and the number
of gastric glands in 1mm lengths of mucosal layer (% +s)
The number of gastric
Group n Inflammation grade L1/12
glands in 1mm
Normal control 7 0.79+0.21 5.38+0.57 31.86 +£2.61
Model 8  2.05+0.28°  2.82x0.55 25.25+3.41
High dose isinglass 8 0.810.10™% 5.0820.48% % 32.5+2.93=%
Low dose isinglass 8 0.840.20** 5.3120.37 ™% 32.043.34>~
Sucralfate 7 0.85£0.207% 5.26+0.487 " 32.4342.577 "

*P<0.01, P >0.05 ss normal control group; “P <0.01 5 model group.
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Tab 2 Changes of positive PCNA expression length and EGF,

GH contents in serum (% +s)
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Fig 1 Epithelia arrayed regularly with plentiful mucosal glands
in normal group ( HE staining, x100).
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Fig2 Mucosal glands reduced and arrayed disorderly with plenty

of inflammatory cells immersed in model group ( HE stai-
ning, x%100).
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The length of positive EFG GH
Group n

PCNA espression( ym) (ng/L) (ng/L)
Normal control 7 1B.29:5.2 0.61 £0.28 18.01£1.60
Model 8 SL146.57% LU:0.83°  18.48:L.23
High dose isinglass 8 120.38£11.86%% 3.69+1.08°"2 18.10£1.35
Low dose isinglass 8 125.50£8.98%2  4.04£1.97™4 17.47£1.46
Sucralfate T 346,042 3.65:0.47%4 17.72:1.61

*P<0.05, **P<0.01 o5 normal control group; “P<0.05, ““P <0.01 vs model group.
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Fig3 The morphologic structure in high dose isinglass was very

close to that of normal group (HE staining, x100).
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Fig4 The morphologic structure in low dose isinglass was very
close to that of normal group ( HE staining, x100).
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