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Research progress of autophagy in acute pancreatitis

HUANG Ye', LI Hongchang®, CHEN Yafeng®, GAO Lei’, FENG Dianxu!

(1. Putuo Central Medical College, Anhui Medical University, Shanghai 200062, China; 2. Department of General Surgery, Putuo Central
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Abstract Acute pancreatitis (AP) is an acute abdomen often seen in clinical practice, and its treatment remains a clinical
challenge, because the pathogenesis has not been clarified yet. Studies have demonstrated that autophagy plays
a very important role in the pathogenesis of AP, which can lead to the activation of trypsinogen in pancreatic
acinar cells and cause the occurrence and aggravation of the inflammatory reactions. Here, the authors address the
research progress of the basic molecular mechanisms of autophagy and its action mechanism in AP.
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2B R (acute pancreatitis, AP ) J& KN R FEELRRAE sl AN PR A 28 B D) BE L

J& 22 Flois B 00 TG L 4k DABR AR R e RN . IRK b, R 2 MU E RO B A AR
P, 20%~30% 85 I IR 280 XS, B 58 R Ry
HE&WA: EBXARPAESRIINHE (81673789) ; i 5%~10%, H. P EGELMERIER (SAP) BE MK
MDA R B YIA (201440027) 5 FEa[ k51309, APHE K — Bl TG I R T AT
RIS PIDTMI U0 gy o RUAAE R o T2 0 JE2 6L
e L WA T . KL A B 4 00 77 7
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BEE IR oG8 5T A AR AP A R AR, AT
RE A VAT e A1 I e 48 7™ o R R AR A A R

1 BERNSFILHE

WA S — gk Ak b LR <1 00 20 3 o IR R
fpid#e, S5 UM N AR A B R, R RN R
A SRRYS G E TN U N o A = D
AT AR A AR A A BRI RERE Y SR 2
N, WURAE © FFEB O MEB R .
ZARATHERAE | G YR UL R APSERE I X, A
W ERA3FRE, 5 (D) BA M (micro-
autophagy ) ; (2) B HWE ( macro-autophagy ) ; (3) 43
FHEARAN- SR A ( chaperone mediated autophagy,
CMA) o HoE AmMEMRRZNERE, 2K
EIEZ0 UV IR SS YU E IR SUR I ) U AN S
T BR B0 25 5 s A S ST AR O R R
e BTl e, HOR R E B AR R . A
RIS, JRAE BT | 2ok (A4 fi o7 RN P B
W R B AR TR TR B UZ B4 4 B iR A
Wk AR fi 26 5 15 ol 5 O 00 1 W VS AL TR T A4
TR A it I e 1 v 2 ) ) B R G R ik B 4
Jf B ep AR R — b R IR R 1 B
53 B4 R 45 U T AR B A R i AR, CMA
R Tuzlshzh, BA—@E Mk, @
HHARTLE 70 (heat shock cognate protein 70,
Hsc70 ) 124 75 5 FEAR T 1] i 5 1F 26 BTk AT
WA . Hsc7OR IR A7 KFERQZ LIk 5 51,
I B AR AH SE IR 2a (lysosome-associated
membrane protein type2a, LAMP-2a) ¥ M iz
KB R R AR U A A A TR
8 — Wty B H W

FI I 7 19 B 40 R 5L 3 i 22 ) R v R ST
0, A C7E IRk 40 b 45 R 374 A kA
FHH (autophagyrelated gene, Atg) "2 A
TR BTG W2 W B th EVRE JOTG B , 2EE245 5 B F1
E 3 FE 3% 4 B 4 i) P2 RAE L R Y e
. EH DR RGE A g2, W E2REAE
AtglOMElﬁ@@Atg7%$§?Z?ﬁ§E (ubiquitin-
like protein, UBL) , LJﬂéﬁE'—ﬁAthEl’\Jiwi\ii%o
JE B Atg12-Atg5S 85 W) AT 5 Atg16 5 Atg1 6 L1IE A
a0, H ARG K —4k A Ag8UBL
A, SOl HOE A E %553 (microtubule-
associated protein light chain3, LC3 ) 2H Jk il i
FLEW Ag8FEE IR, LA S y -2 HE T R 32 1K AH
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KHEM (GABARAP) FlE /R EEARAHCHATPaselt
AN (GATE-16) ", MERG S5 A WEBNIE K,
WEREAFIE AW /NME. BT Atgl2-Atg5-
Atgl 6 L1 E AR AT L C3-TTHY E3FE 1% 12 [ 15
P, BT E R Z BRI, X H K
(B AR AE — 52 W o @ PR A | WS ], 4
Atg58kAtg7, Wik H WEARMIE B, ko] A
TR H W AR . AR IE R A WA, A
Wik A4 5 5 Tl A TE B D WSV A,k o R T R
Ko B30 (] B Rl A, A X 46 2 I @l & R AE A L
ANEERAF, WRab7, UVRAG, Beclin-1,
hvps34, hvpsI5SFISNARESE 1, MCHE M ERIL
WA AR, BT S0 A R
2 A, AR — PP AR SR Y B MR AR, A
) A [ W bL , B an & W A g S0 N7 A 3 4kE
R AR AL A0 A R S R S ALE T
IYE, FE KB mTOREAE M AKBImTOR
WA, mTOR TS Ak AL 22 5 R / 75 2 R 2K 11
fitg, WG ZAGETEE, FHBRAK. R
WEZ RS BEEEM. KB TORERE T,
mTOR B #0675 EE R fb Arg13, FRACH 5 Al
FR) 25 R T, B B W, R AR HE Y R
Ao AWETEEYERNTZAAE, LHEEIIKZ
FNSN A, FREESSGE, AR B
T W0 I R DG I R 3R Gk 32 41 ] sl A G
GO BT S, KSR kA A
WGk 7 19 A 2% v 2R B T O B I

2 AP HpIBEE

2.1 BHESKRERBERHE

AL, BRR R A M o R R, 7R
LR I BRIV AT AR X 85 g B LAk K S B9 B e, JF E
TE R F g RS o ik R, O TN B
ZORAAR e IR BRI LA B TS i A 45 240 D 4% BE 5 T 4
FIAR B PR AR T, R RE =5 2 B 22 4 25 BR 46 1) sk
B A g, ZEAPRUY, ORI R E R A
T TR U U 90 200 L P, U 96 00 R R P TR
WO JE AP R AR R T B G HE R U 40 i A 45 A
JE L Bk E G AP B 1 R RS TS RS AL . BESE R
L, AE AP PR R LS R 0K — S R R B
ZSWREA K (vacuole membrane protein 1,
VMPL) , VMP I i B i i 3 Py oK o XU IR 2
oy B 25 R VR A AR R, DR P A O
K HE AR e A p o A ) A B 2 = AR A A
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Wi AR Y LC3-11, I H.28 Wl N A7 76 K & oK 47 il 2R
R R AR . VaccaroB P S0 % 0,
TEMFL W VMP LAl fE i A mE Y & 4B, JF Bl
PIFRSFLC3MSRIA, WMy A WVMP1%
ik, P VMP LA & B W R b B BedH D¢ 1
B, MAEEFAP IR H I VMPLLL K %8 il 11
JE R, 27 Ha] BE O B % 5 e AR T RO Y
Bl Z—. Antonucci®F?l ol SUK, i [ W5 AH ¢
FE5 (Arg5) 0% DL R B /N B W AR G 56 1A 7
(Atrg7) B0l A WE, A BRR L PN 23 30 50 HE BRI
il J57 KL 95 KB 2 R R, 4R AP R
A RE 5 R A 1 DA ONE o BIF SR K IR L A A B
/B, HBRRALNTE S KR A, H2
WA AP Z , IR IEH AWIF A SR
R R K E . SOV S AWML, APH
HmEZS s R 2, [F B AERE A LC3-TTH 35,
T H N B2 A B W ST R R K R
H W 2 i A HE R LA R AP R AR H Oz S A
F18 1 AR 1Al D ) TS AL R = D AR E PR, T A
A1 ZUR 1K A T4 0 R, DA R AR R DG g
= (lysosome associated membrane proteins,
LAMPs ) W5 % #ik, KEAFRVRIAPH, H
Wik % 27 B 5 ), O e A 0 SR R AE T R T
PER O, JCHOZRHSVE FOK B Awb, =
RMAEHLUE ARG TG, B 4208 B i
B>, APRTZUE H /K EEB ( cathepsinB,
CatB ) 5414154 /K fi# B L ( cathepsinL, CatL)
1 9 2 e I B TS A A R R By AR .
Wartmann % PHHF 58 R B, 5 WG R 41 218K F K i
it L] Lo J 2 R D DL B R O 0 I AE
Hashimoto 5™/ 10 56 v & B0V B Cat B AT LLK fif
B A5 1M D Ry R A L o AR RCBR Cat BAE DR AY /)N B
WHEE T & B, CatB kB i AP /) B 775 R 240 i
PRAE &I e /0 7R Cat L3 PR R B A4 /N SR
e Xof il JE o i 7K AR ™Y, 2 A W 4 B, A1
KA B T PR R B, Y CatB 5 Cat L 720 ,
TR, CatLiHE TRRKCaBE N BE, W
H BRI, CatLokiEtCatBREN], 155
il 4 R AR GG £, OF B WS I RO
FIEAPK A . LAMPs 3276 8 15 1 44 5 H b 2
JL g B9 G R A B A SRy 1 W T A 1 o AR
RAEE SRR . F WRE R PR A0 A bR DL
W 5 R A 110 45 5 i I S DR I R 1 Y
AT £ 37 Jof e 240 i 5 22 2405 . Fortunato %% 8
TE AP JBE IR 60 40 Jf b, R AR Y BRI
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Bl A F WEAR B BT, OF A R B LAMP-2 /9 6k
Ko HRIELZH AR B W IR AR AH G E I LAMP2 Y 2K
BRBE R, U AR B W AZ 450 5 | R R AR 1
DR, MR A AR e, DL R E ) N, AT 5]
AP K AP,
2.2 BESRER N

RNE SN AE AP KA KR R IE, &
e S AE— R B ke TAPRY T HABEE . AP
W 2P AR A R 2 R R M, R 5
A 4 M A IR T, S8 RE BT T 114 2R BB R I
HE— 2 SRR R LA IRIE ., AT, BEEA
it J5L (R TG AN S AP ME — P BN, @b/
BB A Pl R, RAEI AR B RAPH KA,
TESE RAE RV 7EAP K B %5 |2, A
BAZHREife, N EpmMaeEie
2 i 8E JOL 25 O DR R R R S R e [ B
T L RORN BB A A A4 R AT B E B BT 22 (]
(4 V8 38 o F T Y SCHR R B, 25 Bl gz R Y S
oM AW e S S R T R
AR RE O ELTE B OK Y B g5 I B TS R A D - A
W T izag . EEME, JERAIE M A e
I T AP AE G B BN T R Y . 1T R
I X [ W R 9 RE A5 5 G 2 8] A BIL D R R,
IR YT A PRI E (0 A B2 K OE W A0 A A A g
F5 RO S = B R ) I BB U R 93 G WA N N
o PEFAE T L M AR LA R A R R A 90 A
2 A~y T HE T I RORE N AR S R . O
X B 32 N 1) S R 2 T oy S A, T DL i
AT R E B, PR R DL R e R RE B 1 e
PE IV R AR HE Bk > ROEPY . — kU, A W T
DA 3 T o R I 8 AR P DR A ) L RR R P A
4y, WINLRP3, AW 5 M /MK IE W, 30 1
HAp W FIKIL-1 8 U MIL-18 M i B Kk E A
(HMGB1) %5, SRMAEAPH, — H &M/ v
W, AWEZE, RME/MATC S KA BERR, R
iE /N b B e R T B AR RE A 1 kAR, R
PR R BEHERL, S EOL-1 8 £iRKFE L,
LR AIL-1 8 3 — P A WAz 801 B o] LUE #F
Jo A R SEOS , OT E— 2B I AP KA &
JRUCT, W ] A RE BT A 2Rk, ) R T
BRAEZENF-  BIG AL 1 3 5 Hp62/SQSTM 1P,
APHY, AWEZ R MEH R TR, SBARRZ
o FE HWEZ AL, p62 CTA B 17 MRV I A
fift, p62MI RIEHERIG | TNF- « BRI TG,
NF-BA 5 F 9 800G J5 L 42 2 BILAR B ik 46 e S i
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IFTNF- o %, TNF- o 0] DL B 2R £ 5 1) 38
W, DA M AR P MR AE Y . 5 — 5 E, TKKAE
INF- « BAF T %Y £ 20, PR IKK
FEPIFHWINF - « BAS i %, F Wk n] LU i 52 i
ER MR BEAIRT ke BZK P I 36 NF- « B, 55k
RAE LI VA SAP, i PE% (reactive oxy gen
species, ROS) TE ML 48 Mo 18 A= w36 3 P e B M
HHEZMEM, BT & IR B R OSXT T 4 i 1)
AR AR A S HEAE T, HR R AR BEARYROS T LA
T Ao 20 A A Al N R N S A MR T, O HoE vk
JERYROSH = 2 FEAMMI A IRIE , T E— 25 3
HUARRI B 5 . TEH 4R, ROSHI F g2 8 5 20 il
FRAS RS 1Y, [ g AT DL 3 B 2 R IR O0S
A 15 HAE 40 ML PN A Y v B R I A i O R Y AR A
W3, SRIMTEAPH, HWEZH, — HHROSHE
B3z 2B R, ROSHREETH &, 5 —Jr 2 i
I AT DASE ) bR 3 s i 41 5 R ROS K 3t 7™
A, | A M R Y A R T A IR AR, DA T i —
A E R e R, A e s R g
Z T B RORE RN AR AP R A R R s T
EL HLA o

3 & &

i BTk, BOARTEWT AP [ W A2 400 4R AN
BL T TS T — o 0y R, (H 2% T A ]
] Y U IEL A L Y X SE D RE AR LB T X T R BR
Atg5, ATG7, sLLAMP2%F [ I AH 56 3% F 5 50 A
S M TR R 5 /N BROBIE ST, e BT I R Al 3 A B
FaA B T APHY A& e, H 2 B 2 1 2 0 2 3 o WP
S fE S 5E B R S ECA MR A2, A RN R
B A AR AT AP, LA U] R A2 IR AR A i
TR R A WE . T ST A S B0 B 1 D A
W, RL IR 58 19 IR % J& vh 2 450 AY A W R I 2
B CRZAE R EZM . A, HET A W5
JU-F- #0276 BROIE 4 Jf b R A7, X T8 SR R Kk
Joa 1 FC A 200 L, S R B M, B e A AR D
A Z D N T I S A IR W A AL DL R B
AT A0 A 52 W) JBE Jit 58 1) & e A5 7 TR IS, R Ay
— & T AP R S AL B2 it —E A A I
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