BREMAFFER 2010 ££5F 35 %% 12 8] (Journal of Chongging Medical University 2010. Vol.35 No.12) — 1851 —

BEASHE  cass.0253-3626(2010)12-1851-03

RS IR P R 5 SR PEIBIR RS it r

R Bk
(B RERKERRE —~ERIELARL BEEK  400016)

[# ZE]8 & AWEESNFEEE T — DB M8 MR % (Chronic pancreatitis , CP) { K BUAREL, AR5 CP AR IR HLEIR
HEEB A YREAL, F k18 11 A RSHEME SD K RUREHL SN A Xt BEAH RS 2L ARSI, 41 6 H, AL 25%W5Ks , 12 AR IR
S TE S B 298 (Lipopolysaccharides, LPS ), 357 CP BUSIMERL, 5048 TSR 41 41 50845 #9745 1k, F Masson a6 :0R
BXRNR AR SR AR | I A2 MR MR 2 40 50 35K mR S by BRI A I g B I e FEE o 28 SR AR 2R B/ N i oAy BT DAL 46 S5 A B33 i)
B SR LT AE RN BRZH R RG 4100 B 088 42, FB AR AR 1 PO T R B RIS B BRI (P<0.05) . 430  FE K IR A ZBER0 50t F R B s i
45 LPS W3 AL CP &£, AR AT LT CP IRFA
[ 8838 FFOKG ; B3 1B MEBEAR 46 ; Y

[ FEEBSHES %S IR657.51

[ ScRkARIEAD )A [ %5 B89 12010-05-25

Establishment of models of chronic pancreatitis with ethanol and endotoxin
PENG Xiao—hua,et al
(Department of Gastroenterology ,the First Affiliated Hospital , Chongqing Medical University)

[ Abstract JObjective: To investigate the pathogenesis of chronic pancreatitis (CP) by establishing a new pancreatitis model in rats suitable
for investigation of the processes and mechanisms leading to pancreatic fibrosis. The model was established with ethanol and
lipopolysaccharides (LPS, endotoxin ). Methods : Eighteen one~month old male SD rats were randomly divided into control group, alcohol
group, and model group. Afier fed with 25% alcohol for twelve weeks, the rats in model group were injected with lipopolysaccharides
(LPS). Pancreatic morphology was conducted with haematoxylin—eosin stain, collagen deposition was determined by Masson stain, and
the amylase and lipase in pancreatic tissue homogenate were evaluated by colorimetry. Results: Compared with control group, the acinar
cells with vacuolization, inflammatory cell infiliration and collagen increasing were observed in the model group. Lipase and amylase were
significantly decreased in the model group (P<0.05).Conclusion: Combined with ethanol, LPS can induce chronic pancreatitis. The rat
model may be useful for studying the mechanism of chronic pancreatitis.
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