31 % 53 hEE@IMRE Vol.31 No.3
202243 H Chinese Journal of General Surgery Mar. 2022
:'E doi:10.7659/j.issn.1005-6947.2022.03.014 R Xﬁgﬁ(ﬁ o

oE:

L 'b‘l http://dx.doi.org10.7659/j.issn.1005-6947.2022.03.014
i? Chinese Journal of General Surgery, 2022, 31(3):405-409.

B RQUERBR XK RAIE 56T RER

= RMER kA, ERMSC, FNLEDC, pALESS
(1. BHEHAKRFT EREFE, W 5N 646000; 2. FPEAR MK EGIHREREER E A e SNl D e

610083; 3. W) H MBI SIS A 5 ERE, Wil & 610000)

B = FOAE AME R A (SAP) 248 DRI JBR i 55 5 Y06 T e it 1 B % J] 161 88 8 7 AR TE AR MR T T S 2 1 L AR A
JRI A M SN Sy EBERRAE B 0T 3 BOAS ) RE RRAT Y IG OR DL B o SAP T R 2k I B A
(ALD) MM E B LA AE (ARDS), 2 H AT 52 SAP R IE R E S 1Y F 2K Z —. SAPAHISE ALL Y
KRN 15%~55% A5, JLG R 28 30t DA B AR S0 I AT 39 ARDS #4545 AN[F) . 9 H., ALIFI ARDS J& SAP
i A1 Ty B B 05 B 8 ORI, RS 1 R AE R 1K 60% . WTAERARZ WG LB, — T, SAPAHIC
ALL 5 2 R0 53 B 0 0& % AN T 435 o0 — 5 T, AR 9 R iR . AR . A A T AR R
FEUSAPHISC AL T ZEJF A . 255 WA 5¢ SAP M5 ALL ML BI6 Y7 1 ol Bk o2 ik J A — 23k

K §E A R 5, AMEIRTEM:; WiBifi; WPIRE LSRR

FE 45 ES: R657.5

Mechanism of lung injury associated with severe acute pancreatitis

and its treatment: recent advances

JING Guangxu"’, LIANG Hongyin’, HUANG Zhu’, WANG Zhangpeng"’, SUN Hongyu”’, TANG Lijun*’

(1. School of Clinical Medicine, Southwest Medical University, Luzhou, Sichuan 646000, China; 2. Center for General urgery, General

Hospital of Western Theater Command of Chinese People's Liberation Army, Chengdu 610083, China; 3. Key Laboratory of Pancreas

Injury and Repair in Sichuan Province, Chengdu 610000, China)

Abstract

Severe acute pancreatitis (SAP) is a common acute abdominal disease in clinical practice. It is caused by
abnormal activation of pancreatic enzymes, which results in digestion of the pancreas itself and
surrounding organs, mainly represented by local inflammatory reaction of the pancreas, and even leads to
organ dysfunction. SAP is often complicated by acute lung injury (ALI) or acute respiratory distress
syndrome (ARDS), which is one of the major causes for high mortality of SAP. The incidence of SAP-
associated ALI ranges from 15% to 55%, and its clinical manifestations vary from mild hypoxemia to
ARDS. In addition, ALI/ARDS is the most significant manifestation of extra-abdominal organ
dysfunction of SAP, with a mortality rate up to 60% within the first week of onset. In recent years, many

studies have found that SAP-associated ALI is inextricably linked to the activation of a variety of
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signaling pathways, and yet, on the other hand, the stimulation of various inflammatory factors,

oxidative stress and cell apoptosis are also the important causes responsible for SAP-associated ALIL

Here, the authors address the latest research progress on the mechanism of SAP-associated ALI and the

treatment.
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HOiE 20 ME BRI R (severe acute pancreatitis ,
SAP) & — Al 6 I Y I PR 2 BEAE , W] 51k A B
RAE N, i R e 4 B 2 A o S il A5
i (acute lung injury, ALL) J& SAP Hv i & H 3 1Y IF:
RAE, MR SAP f U HE B IF RIEZ —, HAEAER
i 30% , JLH B RERILREE, R SAP
AT R EE RN Z " [ AT X T SAP A K
ALL Y Hoif 2 248 v 7 i fi 20 ) L 4 o) i 70 R e
R R AR R SCRRIB T . SR, SAPAE G
ALL B H A 2 s BLH 224 1 A 58 AT 48, RAR IR
FE . B MLAE M B B D BE R R L ARAE ZB IS A
AR T L 450 10 B R A 2 R B0 SAP AH 5C ALL BEAL
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11 2 #®FEE WK E B8 ¥ & (mitogen-activated
protein kinase , MAPK)

MAPK & — Fh it £ Fh [a] Tl 41 A% 119 22 52 R/ 5
AR E PN, B A A E S R T B
(extracellular ERK)
P38MARK F1% JL K Ui ¥4 i ( c-Jun N-terminal kinase ,
INK) , & 22 2 R/ 22 2 4 I 5% e 1Y) 75 88 2 B
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B, EEZ 5 50BN A HLH 58 v 240 i A
TR BT R A SEER R W, B
P38MAPK/NF- kB 1 = i % 0] o 3% /)N Bl SAP #H %
ALL, U8 %% 28 RE S N, 05 AR A N R 3 e
Zhou 2517 % ¥ SB203580 ( MAPK #1 il 71 ) i &b 3 m]
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Jie g AF DX Ik B 43 0 7 B AR s AR IR F AR 21 (CCL21)
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