BRER KPR 2010 £ 35455 103 (Journal of Chongging Medical University 2010. Vol.35 No.10) — 1509 —

HERUFI
P45 P L SAE e I MILAE K B O L AR RO 1 ovp B 7

BORLE WL RARA L SR A A
(1. BRERKFHRE —EREEHAL HIK 400016;2. ERERKFMBESE—EBE MR FK  400016)

R 0253-3626(2010)10-1509-04

(8 ZE a8 BF5 AR R 7 B HUAE K A S O AR TR AR VR . o vk 5l 2 57 i g i AE R RS BY , 2 F 3l
Ao A A SR T i 5 H ek = ?&a( Triglycercide, TG ) K B [ A% ( Cholesteral, TC)7K ¥ s HE & (4 00580 LA 2L 97 #1448 16 s TUNEL ¥
K0 LA T 5 S 4 Tk Bk &2 RT-PCR H AR K L JIQHEIH@WF%H@«%’((EHA@%M reticulum stress, ERS )5 S8 84>
GRP78 MU LA {45 £ 083 12 RN EIE 4] KRN i TC. TG & EW] 85 T A (P<0.01) ; Kk U R A BOEF 4L LA 4L
HEBIEERL BRGSO LT HEBT 2L 3B 7 0 MO A VA A v 2% 5 B RS R RO LA AL 1 2R B B 7 T IR 3 4. (P<0.05 ) RELG L
GRP7SmRNA K& H kB BRI Pt B4 Pl B FHE (P<0.05) , 25 38 . ERS 3 £2 AT BEAE 5 5 ILAE 18-S O LA ML R - vl 3
HEMEM.

[ %421 1= IR MLAE 5 PR A XL 385 5 Co UL s R T

[(PEEESEZFES] R541.9 [ We#@ B #A 12010-06-08

[c#kERiRTE ] A

Effect of endoplasmic reticulum stress on apoptosis of cardiomyocyte in

hyperlipidemia rats
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[ Abstract JObjective:To investigate the mechanism of effects of endoplasmic reticulum stress on apoptosis of cardiomyocyte in
hyperlipidemia rats. Methods : Rat model of established with fatty dieting. Afier twelve weaks, the serum triglycerides (TG ) and cholesterol

(TC) were oberserved by completely automatic hiochemistry meter; The pathological changes of myocardial tissue were detected by HE
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staining; The apoptosis of cardiomyocyte were tested by TUNEL.
The expression of endoplasmic reticulum stress associated
molecular glucose regulated protein 78 in myocardial tissue were

tested by immunohistochemistry and RT-PCR. Results: The levels
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of TC and TG in blood sera of control group did not change after 12 weeks, while TC and TG in model group significantly increased along

with the te mporal prolongation compared with those in control group (P <0.01). The expression of GRP78 mRNA and protein in

myocardiocyte of rats in model group significantly increased with those in control group (P<<0.05). Enhanced expression of GRP78 could be

induced by fatty diet. Couclusion : The hyperlipidemia maybe can induce myocardiocyte apoptosis through endoplasmic reticulum pathways.
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