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Abstract

AIM: To examine the expression of microtubule-
associated protein 1 light chain 3 (LC3) and Be-
clin-1 in acute necrotizing pancreatitis (ANP) in
rats and to analyze their significance.

METHODS: Thirty-six Sprague-Dawley rats
were randomized into sham operation (SO)
group and ANP group. ANP was induced in
rats by retrograde injection of 5% sodium tauro-
cholate into the bili-pancreatic duct. Rats were
killed at 3, 6, and 12 h after sodium taurocholate
injection. Pancreatic histopathological changes
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and serum levels of several inflammatory fac-
tors were measured. The expression of LC3 and
Beclin-1 in ANP at different time points was de-
tected by immunohistochemistry.

RESULTS: Pancreatic pathological changes were
gradually exacerbated with time in the ANP
group. Serum levels of amylase (AMY, U/L)
and TNF-a (ug/L) were significantly higher in
the ANP group than in the SO group at all time
points (AMY: 3 h: 4936 + 1207 vs 1447 * 355; 6
h: 5464 + 768 vs 1513 + 333; 12 h: 6139 * 710 vs
1539 # 231; TNF-o: 3 h: 111.24 + 21.86 vs 56.14
*7.69; 6 h: 107.55 + 33.05 vs 57.13 + 11.30; 12 h:
108.24 + 24.83 vs 58.60 + 9.54, all P < 0.05). The
expression levels of LC3 and Beclin-1 in the pan-
creas were maintained at a very low level in the
SO group, but started to elevate at 3 h in the ANP
group and showed strong expression at 6 and 12
h (all P < 0.05).

CONCLUSION: The expression levels of LC3 and
Beclin-1 increased in ANP in rats, suggesting that
up-regulation of autophagic activity may repre-
sent a response to injury in rats with ANP.

Key Words: Autophagy; Acute necrotizing pancre-
atitis; Microtubule-associated protein 1 light chain 3;
Beclin-1
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ZEE: ANPZL 3 i H B (U/L). TNF-a(ug/L)
RSO 38 dm(f R IZHB: 3 h: 4936
+1207 vs 14474355, 6 h: 54641768 vs
15134333; 12 h: 6 1394710 vs 15394231;
TNF-o: 3 h: 111.24+21.86 vs 56.14+7.69; 6
h: 107.55+33.05 vs 57.13+11.30; 12 h: 108.24
+24.83 vs 58.60+9.54, 3P<0.05), A ANPZL
KB RER T AR E K mE, 7
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H Wi (autophagy) e 40 W A1) FH v B4 4 e 11 54 52
TP JH0 25 RK 2370 BT I R, e A A iy
AIAEMGRSY, X RN REREY . E
da L AR KRB iR NI R E i
FEAE A, 59500 I R ARSI 5. B ST
LB, ARGEA AT M L IET
LA, SO A0 OREAS [R5 1) — Tl 57 10
B Beclinl & 2 I I 1% 00 200 FF) 5 i IE AL
T 315 PR P (phosphatidylinositol-3-kinase, PI3K)
LA 3™, A AR OC B (1 1R B3 (mi-
crotubule-associated protein 1 light chain 3, MAPI1-
LC3, LC3)& H AT 8¢ BB L S A7 (E . ST
El R RS A E R/t AN 7 R NS i
TR B S R SR AL I % (acute necrotizing
pancreatitis, ANP)J5 il Beclinl f1ILC3 1k [114%
b, TR ANPR AL 5 A L A A0 5 R E
PR AR, AdE— s S & (acute pancre-
atitis, AP) R A5 R FEIRIHLAL.

1 #RRSE
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T b AR A A W], SABC s 2%
TR AL T R B R A T

12 7%
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Beclinl [FJ31A: 40 o/LHEEE & (1 BEIRAL 2R, &
R, A, & k4 pmFEIELY) r, &
IR SR KA S, PBSTRYE, IEH
L2 3 P17 55, E3ELS ming 1L C3L
A FIBeclinl(1 : 200), 4 Cik i, PBSHUL; i
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FE3 b MR 40 5 L C3BH 4N 8 2 JE R
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xR 1 BEARBRNCOTERUMERAMY, TNF-oFRiKKIE

pai:| AMY(U/L) TNF-alpg/L)
SO
3h 1447 355 56.14 +7.69
6h 1513+333 57.13+11.30
12 h 1539 £ 231 58.60 + 9.54
ANP
3h 4936 + 1 207° 111.24 +21.86°
6h 5 464 + 768 107.55 + 33.05%
12 h 6139+ 710™ 108.24 + 24.83*°

°P<0.05 vs SOZH; °P<0.05 v's ANP 3 h; °P<0.05 vis ANP 6 h.

FIABEIN, 2R B0 2E B X (P<0.05); ANPA]
I 1) A LR, 6 h4 b3 haH B ARL C3 0 4 41 it
FIEKEIN, 12 hite hBHMEAI I £, =R A5
TR X (P<0.05, £2).
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N ) 5 Ll A, Beclind SR i 2054 W 68 2 031,

SHA G E R L(P<0.05, K2).
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AP T SVE R 98 (severe acute pancre-
atitis, SAP)HCERIE I AR & W, H ™ 1 J R
AT A REYESE . SAPT] R JE 45 RE R
MEEEGAE BRI TEHE T I & 2 4% B D R R fy,
SECRHHETI AR H RTE XS AP L HI )
A RIBIT 7. Bl A ST R B RS P
FEEGAPKRREY, QRO H AR ITAPK
A2 R RERIF SRR A A

L C3E M 3L 3 M 41 i rh I B AT G8 (A ut7/
Apg@) LD (1) [V 4, AL T H MR AN
BT, 25 BWAARRE. LC34 T A 11 Y
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T, o BT PE ) T RILC3, WIS, A
PRAFIG R AR, T BILC3Z32 N TR I FE,
5 B W 53 18 PR 98 T It & i 4, TR R T

xR 2 NEERAERARELALCIFIBeclinliFEsD

parich LC3 Beclinl

SO
3h 0.80+£0.84 0.60+0.89
6h 1.20+1.30 0.80+0.84
12 h 0.60+0.89 1.00+0.71

ANP
3h 3.4 +0.55° 3.20+1.10°
6h 4.80 +0.84* 4.60+1.14*
12 h 6.20 + 0.84° 6.40 + 0.55°°

°P<0.05 vs SOZH; P<0.05 vs ANP 3 h; °P<0.05 vs ANP 6 h.
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