) =8 2022 4
« 738 Journal of Clinical Emergency (China) 23 4 10

-z -

B B K R B T B T o o R O R R
Ia® EF GE

(RE]  FHAEDPEBEAR 58 (SAP) IR R [ OL A S MIE 2 — W PR 3 8, 7T PR A 20 MEAR 450405 , 1 18 2 e W 1
B E . W AR RURSCE TR 5T A R LLHRAR S0 SR T W 5 i 286 RO I T BEL BB i I R4 N B
A7 1L TE AN R A T B A MLRAR B 445 1E W 14 I T D) RE - A Ml I A SRR B AT BB . SAP RT | Ak i 3 ik Il
AR 4 WL A & S5 - VT 404 R T 286 e e 5 |8 I T 240 T o2 D453 400 [ 1 D) BE L IS SAP IR . A SR RO i
SAP HHESCERHEAT 0BT D40 . 85 T SAP T Bh 55 B 2 R0 17 O LT LASU O SAP i 8 4514 35 19 e R 1277 2 3t
ZE R,

[oRg2im ] A 2Pk BRI 4 5 o 26 52 I 152 « o 38 4 16 7% o7

DOI: 10. 13201/j. issn. 1009-5918. 2022. 10. 010

[(FESES] R657.51  [XEFRED] A

Research progress of intestinal mucosal barrier dysfunction

in severe acute pancreatitis
WANG Huiyu' NIE Ning' ZHOU Rong*

(* The First Clinical School of Medicine, Lanzhou University, Lanzhou, 730000, China;*Department
of Emergency, Lanzhou University First Hospital)
Corresponding author: ZHOU Rong, E-mail: zhourong0204(@163. com

Summary Severe acute pancreatitis(SAP) is one of the most common acute abdomen diseases in clinic, and it has a
high mortality and can be accompanied by organ damage. The intestinal damage is the slowest to repair. The intestinal
mucosal barrier(IB) blocks the intestinal cavity and the internal tissues of the body. The intestinal tract can not only ab-
sorb nutrients but also resist foreign harmful substances, effectively prevent foreign harmful substances in the intestinal
tract from entering blood circulation, maintain normal intestinal function, and reduce the possibility of enterogenous infec-
tion. SAP can cause intestinal ischemia and hypoxia. The inflammatory response of the body can also directly damage the
intestinal mucosal barrier, causing intestinal bacterial translocation. It can damage the intestinal function and accelerate
the progress of SAP. In this paper, a large number of relevant literature were retrieved for analysis and summary., in or-
der to help know the mechanism of intestinal mucosal barrier dysfunction of SAP and the part of intestinal mucosal barrier
in the progression of SAP. and to guide the treatment of complications of SAP.
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