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New research progress of autophagy in acute pancreatitis
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Abstract Autophagy is a major catabolic process in which cells remove damaged, defective or useless organelles, long-lived

proteins and lipids from the cytoplasm, and recycle their components to meet the nutritional and energy needs

of biological metabolism. Acute pancreatitis (AP) is a common critical disease, and its prevalence continues to

rise in recent years. Studies have demonstrated that autophagy plays an important role in the pathogenesis of AP,

it can cause trypsinogen activation and accumulation of large vacuoles in the pancreatic acinar cells, and induce

the release of proinflammatory mediators, and thereby cause inflammatory cell infiltration of the pancreas and

systemic inflammatory response. Here, the authors address the molecular mechanism of autophagy and the

mechanism of autophagy in the occurrence and development of AP.
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Figure 1 Basic process and relevant pathways of autophagy in the mammalian cells

INF A D HL ) 5 RS A, H AT ke B
& W ARG O R mT AR 4
Ji S5 B 5RO B T A i S s ) LR . 1 R A
R 50 R A R AR L 9 BN . DN AR
T TR e 4 e b R AR FAE Y. R,
] I3 32 5 2 e R ) BE 00 22 e O, DT 3 B
R0 K B Biczo %" E Z R AP B MR rh &
B, 2R T RE B AT A R AZ BAE AP K B R
hOEEE G OEM . HIL, 5% B W7 R &
RIEHEEMEN.
2.1 AP HEIEKEMFRE

FE3OAEHT, AFFEH A APHR A g 0
FEF R I ) B BN A R A0 A O
20 M I 2 Ak 2 B R R R R R B, SR
T 200 A H T DR 170 B R R T B A S
o FZILAE N, R B 22 1 E 5 2% B X R 28 i
TR W T AR LR RS A R A
JOT B B A 22T, 1 AR AR U A R DG R AR 2
(LAMP-2) 5#EGOR A4S TE 0 A WS AR5, A
Wk A %) BEL DRIr & B0 Sk 1 Wk B 11 AR A R 2 A I A A
YRR (IMRab7FILAMP-2) . [ We i 1 I #
Pl /0 5 R 240 L L3 AR BRI 0 L A AR B Ak
RACFEA K. SR, BFFTEis 2R, SEER
G B B IE AN FREAR B i A,
XAERTSCE A . A W AZ 10RO AE R i
21 i v i R 2R R 9 40 i S 9 AR P g R
AR 2, X A PAY G B 06 1 R
2.2 BES5AEEK

FWETF U T AW T BB, SR )5 5 % il A

© WA )T i [ & F I F 2P H

FlLE TR B W -V A S AR, B A I AOK
filE R e R BEET L, A MR — AR A T
I FE L A A A o R A A A ] S P
H W ) o R B T AR g, BV R IR S A
W A% 1 L a5 R v 2550 1% T A B 1 KA O M
A FEPOE B WERE TR EE S AW B, W
VSRR A S R A A MR LAMP-2 /2 —Fif
Sk AF TE 0 AR AR 1, 7R OE R R N R R 4 4
MmN e A RN E Y, RS A
RIS Y Rl A EELAMP-2" ) A7 52 56 101 o B %
LAMP-28 H A6 5 WK - B AR ml G, BH Lk
TR B A R fih K A WEAR L 2 . FortunatoZF™'il
T X VORG E A PR BRI 5 i 22 a6 iE 5 2k IR AE
PRI (ANP) & FELAMP-2WFER, MRy 4n
JiL P K i 2 W B B L BB A Ay R AR 1 R T AT i
AL R LAMP-21FE B R, TMLAMP-21
FEIE S 3t A AR R T W A i R RO R b
PR I LAMP-2 (1) i 2k ] 838 5 52 ) [ BEFE AP &
g ML HP A OB T o IR A B R AT RE VB R
il 1A 2R G0 1 35 Ok R O, K SRR T I IS AR R 5 X e
%5 T 1 W T 5
2.3 BE&5%nE

A RHEZMHARENSS, Lhik
WL A ATPS 5 4 A G B, ok iR T e Fe
i 5 350 W AZ Y L PN T DR R e A i 3L
HET S BOA P Lok AR 5 3 75 1 2 5 A A0 O T
FUIRFE 1 38 3 L], 2 ph ORI 38 2 M 5% 46 AL
( MPT) MFFLEFFIAN T 09, MPTJE:—Fp 5 ad N Ak
LRI 2 8 (AR RR SR T, BN LR

http://www.zpwz.net



559

B, % B EAMRRR P AR R 1137

REHIEEAFERZED (CypD) 42, w]ghisis
Sy T 25 am BT MPT B FF BT B Lk 280k iR
T MIRAE . ZEMPT “FFC” RZE, H AR
W (ALHGK ) JCRR B bk A LR R SE R, (i 4k
KA i b, T Zbi R & R ATP, 3041
DIRETE R MRS . MR ERENIE, AP LRk Xk
R IRTE S SN NS 7 Pt TR LN SN N 1 E2
BRI RE RS9 )5 LIk A MATP, g — 48 U A ik
Fo MPTHAPH HHE R, 2o 2 Nyt Bk m
il AS T3] AP AR 6 20 B P A MPT AR SE 86 e, A
9 HE WK | e A KO & R RN &
RN IR U NN R T e i e A B S
WAz B, RS EAP (E2) .

| Bibonersid |« wmiAsngm

MPT LAMP-2
Y Y

| amms | | Amsmisg |

\/

| mmmew |
E2 AP shkAIBEE e SR TR, RaR
FiR
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and lysosome promoting autophagy damage in AP
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