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W E.BH #HitHEZE K ® 1(nositol requiring enzyme 1,IRE1) #f F 4 & ¥ fE § 3% (severe acute pancreatitis, SAP)
REHEABATWER., FE BHLER 20 A K FE SD AR, 2 RBFRL SO 4, n =100 B A B E K4
(SAP 4, n =10) W 4, SO 41k A I M AL E 50 B AR J5 3L B0 K . SAP 412 Jf B4 3 47 3% 4 500 4 s IR R 40 35 A & SAP
WA, 2R TAKE12hIAMHE 36 W& kIR 4 506 2 5405 2 EFHATIF 0 0k & 408 B84 X ,RT-qPCR
A B M 40 B IRE1 mRNA A At £ 8 65 K A 4 8 & & K # 8-3(Caspase-3) mRNA % 3k 1§ 5, 7 & 40 8 A A4 )
MEAEATE, R 5 SO A& ,.SAP 4 Bk B 4 IRE1] mRNA . Caspase-3 mRNA 8 XX & 75 . %k B 8
B m, IREl %3 5 Caspase3 kA EEM X, 5 M E A AT F EEMX(P <0.05), &if IREl1&%k#% 5
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Effect of IRE1 on lymphocyte apoptosis in rats with severe acute pancreatitis
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Abstract: Objective To investigate the effect of inositol requiring enzyme 1 (IRE1) on lymphocyte apop-
tosis in rats with severe acute pancreatitis (SAP). Methods Twenty adult SD rats were randomly divided in-
to two groups: sham operation group (SO group, n =10) and severe acute pancreatitis group (SAP group, n =
10). In the SO group, the pancreas was turned and the abdomen was closed immediately after laparotomy. In
the SAP group, 5% sodium taurocholate was retrograde injected into the pancreatic bile duct to establish SAP
models. The samples were collected at 12 h after surgery. HE staining was adopted to observe the pathological
damage of pancreatic tissues and score it. Serum amylase and lipase were recorded. RT-qPCR was used to de-
tect the mRNA expressions of IRE1 and cysteine-containing Caspase-3 in splenic lymphocytes. The apoptotic
rate of splenic lymphocytes was detected by flow cytometry. Results Compared with the SO group, the SAP
group had the expressions of IRE1 mRNA and Caspase-3 mRNA significantly increased in splenic lymphocytes
and lymphocyte apoptosis increased. The expression of IRE1 was positively correlated with the expression of
Caspase-3 and with the apoptosis rate of splenic lymphocytes ( P <C0. 05). Conclusion High expression of

IRE1 is correlated with the increased expression of Caspase-3, which may be the reason for the increased apop-

E&TIH A AR AETH (2017GXNSFAAL198030) ;45 L P4 & 4 & R CE T AA B 321397 1Ml h F 4R 2 BL B+
AABEFWE B TR (2018122 %) 5 )7 VE m AL h & 48 JL il 8 0 482 730 H (2018KY0442)

E—1EEE N AR R (1981 —) , B FE W -5k IR BT WS O7 )« 2 MR TR 48 1 &9 LR 221278 , E-mail : 361966417
@qq. com

BHAEE BN A K975 —), &, W4, BB, 3T B i, A7 BF 58 A 0 L B0 95 0 19 b R IR 46 Y R PL I 23R L E-
mail ; gxbsqyq@126. com
— 164 —



2021 4F

EERANEY PRV SR 55 2 3]

tosis of SAP lymphocytes.
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B W AT 2 . e i iF 98 &k BLILIE 75 5K B 1 (inositol
requiring enzyme 1,IREDZ 5 T 408 T A9 98 35,
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BN 7DD 5 Anti- IREL Fi & | Anti-Caspase-3 HL A& (2R 5@
AR s AN OO F s B IR LightCycler96 5Z
28t i PCR AL,

1.2 ik
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K AT IE B0 3l B I DG R SAP 21 K B 7E Ji I A 3
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ml 81 2 1 B B TR 20, 37°C K ¥ - Al IR
JIG8 U 2 20 B 200 e A 2 A L 0 A S R T L BT
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R A2 A 15 ml B0 LSR5 In A 4H i vk
YW 10 ml, IE AT 40 M, B 0 10 min (3% 3 1500 r/
min) 3 FEW, EEBAEAR LR K., BEEWN
M % B OF LA, 5% CO, B R4 P i 2 IR E
37°C AT SR 60 min, FF A% 40 MG BE 5 W 4R T 7
) T 2L 200 Ak L
1.2.5 RT-qPCR £ IRE1 mRNA, Caspase-3
mRNA % ik N £ B-actin 51 ¥ ¥ 9. F5'-GGGAAT
GGGTCAGAAGGACT-3',R5'-CTTCTCCATGTCG
TCCCAGT-3', IRE1 % :F5'-GGACTGCCTGGGT
CTTTGAT-3',R5'-TGTGGGGTCAAACGCCTATT
-3', Caspase-3 J¥41:F5'-CTAGCTCCTAGTCTCTG
CTCCC-3",R5'-TCCGTCCCCAATACGTGTCGAA
TGCA-3", 4% FRAAE U B 15, 43 i) $12 B 45 4 9 U 4 20
BB RNA SR A0 73 66 B 34 I OD260, OD280
He R, B 2 pg B RNA SR W8 0k 4 W cD-
NA B FHAEA-80°C kA . K H SYBR Green 714 cD-
NALFEf F PCR KM, DL B-actin 48 7 IREL Fl
Caspase-3 1) mRNA FikKF¥-, H4lix 3 LT
YR, HF A 2247 3B IRE1 M Caspase-3 Y mR-
NA X} FRiE &,
ORI = W 10 N1 7 Nl 1 5 s = S R §
E 441 i Y R G UL PBS T & U 40 L A M A 1 X
Binding Buffer #84 1X10°/ml, W HX 100 w1 3k & 40 g
BWEEE S ml W E . &EMA S pl PLATS pl
AnnexinV-FITC, 218 1 5] 40 20, W & (50
I 25°C ,#EE 15 min) 2 400 ¢l 1 X Binding Buffer
MBS F 2 L BRI,
1.3 Sit=End: WHS ¥ GraphPad Prism
8.0.2 J SPSS 23. 0 X 52 55 K4l i 47 4b B, 47 1E &
WA TR e = A A K e s TRV R A 1
()RR HAN LR ML FEAR K. P <
0.05 N ERARITHE L., LML R Pear-
son KM, P <<0.05 IN W EFAAS %5
e
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TCWI A A8 A7 58V 20 M 32 9 s SAP 21 JBR I 3
JEE K filr s b BRI 45 K B IR Ll UL TE] S5 P B9 £ 40 i 2
HRT S PR B i A A Bt A AR T T K i T

B AR 78 T, R S R B L BT RUIR B IR A K
Hi V0 20 B 25 45 . 4% BB Schmide ¥E4 40 ), SAP 4 5
SO 41 He %, AR FR A 240 4 W 2 e, W 1.

x1 XRBREREAAHRGIES

45 n Kb RAE i 3T BT
SO 4 10 0 0 0 0 0
SAP 41 10 2.70£0.95 2.7040. 82 2.80%0.92 2.80+0. 74 10.05+2.01
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Rl I 35 30 3 T R 07 P K A R 2 B 2 TR L 5 SO
M, ZRAGIIEE X CP <<0.00D), L% 2,
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#1591 n TE A Aty e s Tt

SO 41 10 1146.99+87.11 36.5444.12
SAP 41 10 9490.404275.79"  1996. 68+59. 68"
t 91. 225 103.616

P <0. 001 <<0. 001
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FH 4 B P e KRR 4 P 7%, LA Annex-
in-V FITC A HE AL A5 . PT R 9\ AL b, DLBAPE XS B L PT H
YLAE R FITC Y48 B0 SR, 096k 0 40 Jf 43 1% 1E
WY (A F 2R Q4, Annexin-V FITC— . PI—); R
AR T-4n i A F £ R Q3. Annexin-V FITC + ., PI
=) AET UM O E 2R BR Q2. Annexin-V FITC+ ., PI
+). SAP 4k ELA T TR S SO 4 b g, bk
I TR TF B (P <<0.001), L3 3. /& 2.,

&3 SEIG K FRRBR MK B4R T &

21 1 n TR/ %
SO 41 10 5.80=+0. 30
SAP 4H 10 12.4940, 33°

EOXNHEAHHEUNGEDRT;O5 SO A4t a: ¢
= 47.436,P <0.001,

2.5 SAP KERMmE AP IRE1 5 Caspase-3 mR-
NA MXFRIKEAC T SAP 41 b JBE ik 40 i
IRE1 mRNA 5 [k B 40 il Caspase-3 mRNA AH X
Tk B R IEMSECr =0. 884, P <C0. 05) . $7 ik ok
B4 s IRELI mRNA &3k 8 &, I400E #2460 i
Caspase-3 mRNA /KF-pfi z T+, WLl 3.,
2.6  SAP KUK T 40 b IRE1T mRNA £k 5
TR OCHT SAP 4 I E Ik 12 48 i IRE1 mR-
NA L5 J0E 4k U2 40 i 0 T2 AR L IE A5G (- = 0. 875, P
<20. 05) , &b 75 JELIHR O 4t i v IREL 3% 3K A9 3 5, J8LJIE
I At B O T T v DR 4
3 itig

SAP 2 H R 0 Jey #F R GE 51 & ™ H A B 2 4
BE BN B L i MODS Al SIRS b 5
fET . R IR L RF A 1 SAP R 3 RE 8 15 3 K i
W LB IR TT ARG YT T B O s sk HEA R+
SYA RS, AT, SAP AR & — A K R RS T R
I AL R LM 4 GE T HAUAE R SAP (R F FE T 68t
FEik 4%, AP BB N TC B I R R E JE LG
& SIRS. $R Ja AT 31 R B 255 fiE (compensato-
ry anti-inflammatory response syndrome,CARS) , /5
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SR SRR ARE L AT B 22 B R A1 2 R I B A Y
Az BRI S TR TE B BIL AT AR T A L 9 3 Ok A
Ji R A T B SAP AR I B A0 ST B O L 2 R
MU P2 A G e il i 2 R 1 ATk i X 4
Ji ARG I SAP R B IR B 40 0 TR L 45 SR L B SAP
IR B A0 U TR L SR AN ST A R
AL G 28 T RE 2 481
PN BT ) 0 3 Cendoplasmic reticulum stress, ERS)
JE A O K B R A AN R T e Sm
0 i N R AP S IR & A ) ST AR S AN i
Z F R N T R & AR AL, HLOHE R R AR/
KYTEEA T 51K AP & E A RN (UPR) LR RN
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ATECAME T S AP B4R T AE e R R,
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IRE1 N5 W W 315 5 & 42, & 08 8 19 fi & UPR
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FFE Y0 ERS AT AEE A [ AR 6 40 A O T sk
Bt . IREla WYIEEE ERS # G N F . 4%
il 25 Jie 3 40 B B A7 TG AP TS, A IREla N D) B AT
Sy XBP1 s, DA R G 95 200 6 1 254 2, 358
M BET- . A 0] F A R UPR O {5 5l
% IREL 38 300 P4 Jot I L7 35 8 i, £ 2F 200 e 26 T i i
400 . FRATTHF5E & B0 SAP K B [ 40 g IREL
FIk A T, $E 8 SAP BN R IRELD & 42 3005
IRE1 il g2 5 SAP M &0 . X5 Jia G &Y 78 HAth
Y B LA 5E 458 MR AT L (0 R 75 5 0 40 A O T A
O AN B . DR O 3R AT E — D A T R Ok B A4H A
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