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[(WE] B HTIEHREEE la(IREla) 5 5@ ERENRE B AMH T 52K
Fo Ak BUEPEEFAE R CSTBL/6 /NEL S0 B, S HEIE R B AR S RERR TRE o /1N BRUPE 5
I%54H (TRE1a-IKO) ,IREl a flox/flox /NG (RIP cre ) /E J % BBZH (TRE1o-WT) , 5204520 H . #&
DA JE % C5TBL/6 /BRI M TRET o {5538 I 1 80 7K 7 Bk 2 3 5/ R 1A 56 4y F 3R ik
IR o A DU A [7) Jo 6 Yo P2 52 6 2 /)N B Py B AL LW 5 L 37 J &2 28 /KT BTt R J 5 T St /K
T, SR P 1 I G2 EN 75325 ( Western blot ) A5 % HRAH  SCBR 20 56 J] i/ IN BRURE 5 v 344 4 A0 8 T AH ¢
SFHFRRKTE, ER BEE RN, B AR C57BL/6 /N BUBEAL I /K -  IREL o B B2 AL 7K S
F caspase 3 K253 T, 198 83 44 5 AE O 43 T BRI -+ 46 I [R1 IR &1 (PDX-1) 0 48 fd A 9 & D2
(cyclin D2) FIEAKFFEAR(P <0.05) o, BE E B0, S50 40 /)N B BEHL W e & 28 7K 1 SO
OB R TR AW P EGE (P <0.05) o @it (56 JAlg) SLg /N R cyclin D2 3235 K-
BN BRI 440, chop FIAACTF-HI IR (P <0.05) , £5it  IREla {5 5l HIE S 5 &7
ALY B MR TR SR Y R
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Relationship between pancreatic B-cell apoptosis and senescence under the regulation of inositol
requiring enzyme-1o Zhang Xiaoliang , Wang Let, Bai Xinle. Department of Respiratory and
Endocrinology ,the Sixth People’ s Hospital of Huizhou City ,Guangdong Province ,Huizhou 516000, China

[ Abstract] Objective To investigate the relationship between apoptosis and senescence of islet
B cells regulated by inositol requiring enzyme-la(IREla) signaling pathway. Methods  Fifty male wild-
type C57BL/6 mice were selected. Twenty mice with islet B cell specific knockout IREla were used as
experimental group(IRE1a-IKO) ,and 20 IREl« flox/flox mice( RIP cre negative) were used as control
group ( IRE1a-WT) . Random blood glucose, activation of IREla pathway and expression levels of islet
proliferation/ apoptosis related molecules of different weeks C57BL/6 mice were measured. Furthermore,
random blood glucose and plasma insulin levels, glucose tolerance and insulin tolerance of different weeks
mice in control group and expertimental group were detected. Expression levels of islet proliferation and
apoptosis-related molecules of 56 weeks mice in control group and expertimental group were detected by
Western blotting. Results  With the increase of age ,random blood glucose level , the phosphorylation level
of IREla and the caspase3 level of wild-type C57BL/6 mice increased,the expression of pancreatic islet
proliferation-related molecules pancreas duodenum homeobox factor-1 (PDX-1) and cyclin D2 decreased
(P <0.05). With the increase of age, the random blood glucose, insulin level, glucose tolerance and
insulin tolerance of the experimental group were significantly improved compared with the control group
(P <0.05). Compared with the control group,the expression level of cyclin D2 in the aged (56 weeks
old) experimental group was significantly increased ,and the expression of chop was significantly decreased
(P<0.05). Conclusion Activation of IREla signaling pathway is involved in the process of increasing
apoptosis and decreasing proliferation of islet B cells induced by aging.

[ Key words] Islet B cell; Inositol requiring enzyme-la pathway;  Apoptosis
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(1) 545 MR 57 < B 1 57 A B CSTBL/6 /)N
FR. 50 H; 558 IREla flox/flox A1 RIP cre iX P Ff ¢57
TR/ N RSSO e P B AR s SR BR TRE L
B/ NERAE 5256 2H (IRE1a-IKO ) , IRE1 e flox/flox /)N R,
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