L L S LI A
wcjd@wijgnet.com

(44

TR
J3aishideng®

RN BZYE 2012855H28H; 20(15): 1307-1311
ISSN 1009-3079 (print) ISSN 2219-2859 (online)

L #k 458 REVIEW

SRR AR K BRI A BRI A AL HI RO 3T R

R, EEB

R, BEEE, AR TEHRFHFR LR EHRT 210046
2, #Hn, FE2EMBPZBICAIEZHR.

T8 AAFE ALK A, No. 81073022

IR P ES AL TBIRE, No. LZ11190
BRFPEBREPEE BRI ELFTIAE, No
2011ZYX4—-006

e R : AERABRMTTN; BRFEER.

BIREE: X8, U, BLAESIN, 210046, STAGERDMA
EXIUMAKEAIMRIE 1385, FBRPE/AZ AR
bccai@126.com

E31F: 025-86798281

WHsEHA: 2012-02-15 BOEHR: 2012-03-22

BZHE: 2012-04-19 EZHMEED: 2012-05-28

Advances in understanding
the pathogenesis of acute
pancreatitis-associated acinar
cell injury

Li Wu, Bao-Chang Cai

Li Wu, Bao-Chang Cai, College of Pharmacy, Nanjing
University of Chinese Medicine, Nanjing 210046, Jiangsu
Province, China

Supported by: National Natural Science Foundation of
China, No. 81073022; the Science and Technology Founda-
tion of Jiangsu Traditional Chinese Medicine Administration,
No. LZ11190; and the Open Fund of National First-Class
Key Discipline for Traditional Chinese Medicine of Nanjing
University of Chinese Medicine, No. 2011Z2YX4-006
Correspondence to: Bao-Chang Cai, Professor, College
of Pharmacy, Nanjing University of Chinese Medicine,
138 Xianlin Road, Qixia District, Nanjing 210046, Jiangsu
Province, China. becai@126.com

Received: 2012-02-15 Revised: 2012-03-22

Accepted: 2012-04-19  Published online: 2012-05-28

Abstract

Acute pancreatitis is a common severe disease
involving a complicated cascade of events. The
injury of pancreatic acinar cells is the trigger of
local and systemic inflammation. Calcium over-
load, endoplasmic reticulum stress, mitochon-
drial injury are closely associated with the injury
of pancreatic acinar cells. This review aims to
elucidate the pathogenesis of acute pancreatitis-
associated acinar cell injury.
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