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Expression of Glucose — regulated Protein 78 in Myocardial Injury of Sepsis in Rats. Fu Xiaolin, Liv Xiaoyi,Lu Yan,Guo Yagiong,Li
Hongbao , Zhou Rong. Department of Emergency Medicine , First Hospital of Lanzhou University , Gansu 730000, China

Abstract Objective To investigate the expression of glucose regulation protein 78 ( GRP78) in heart tissue of the sepsis rats.
Methods Twenty — four male SD rats were randomized into sham group and sepsis group(0, 4, 8, 12, 24h) , in which the sepsis model
adopted cecal legation perforation method (CLP). The changes of blood pressure (BP), heart rate (HR) and electrocardiogram were de-
termined , and the concentration of myocardial enzymes (LDH, a« — HBDH, CK - MB and CK) were detected. Morphological changes of
hearts tissues were observed by light microscopy. The expression of GRP78 in heart tissue was detected by quantitative fluorescence poly-
merase chain reaction (real —time PCR). Results Compared with sham group, the BP in sepsis rats decreased significantly. Opposite-
ly, the HR in sepsis rats increased significantly. ST depression was observed along with the significantly increase of myocardial enzyme.

Importantly, it was shown that the expression of GRP78 in heart tissue of CLP rats was significantly increased (P <0.05). Conclusion
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The over — stress response of endoplasmic reticulum in sepsis probably results in myocardial injury.

Key words Sepsis; Glucose regulation protein 78 ; Myocardial injury; Endoplasmic reticulum stress
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B2 RH BRI .
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S MKIEE . Sk SEES B ERSEREYESICRAR
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[, 10 SR I B) 20ming  (2) 1LV O WL 335 A G 00+ BB KRR il
I8, HUHE RS 2000 ( B A ) 42 B 8l A A6 43 B AR 1 735 UL 7R 8 il
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20 51 n CK CK - MB LDH o - HBDH
CLP Oh 41 4 244.63 +8.14 263.67 + 8.50 140.00 £15.72 85.67 £2.52
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5 CLP Oh 41 tb#, ™ P <0.05
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A 590 4k 28 7T DR Leydig 40 ( FLC) 584 52 58 40 A , o 0 41 15 25 700 B 4L 49 7T DR B Leydig 40 M0 520 RERS A o R B8 /% 16 0 it 41
Leydig 20 i 59 | K A% % , Bl B0 I0RE A , 080 0 L 8 T80 79 190 32 3% o vl 78 0 i 4 Leydig 40 i 52 42 % sl i B, KNS — %
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A W EPEZER (P <0.01), £ DEHP X34 M A7 U A #EVEAE A, LT AR AL 2 DEHP 27 )y 855 )5 , 40 il 2 4L FLC
B LHR 2 [ F1 StAR AR E I NTH BN ET .

KR BAENR_CHECHER WA MG Leydig 1M REFME SRS ER HERERKZER KR

Experimental Research of the Effects of DEHP on the Newborn Male Rats. Zheng Haihong,Chen Xiangyi,Chen Ling ,et al. Department

of Pathology, Taizhou Enze Medical Centre Taizhou Hospital of Zhejiang Province , Zhejiang 317000, China
Abstract Objective

To explore the effects of di (2 — ethylhexyl) phthalate (DEHP) on newborn male rats. Methods Pregnant

Sprague — Dawley rats were exposed to DEHP at the dose of 10mg/kg(low dose group) ,100mg/kg ( middle dose group) or 750mg/kg
(high dose group) (body weight) per day by oral gavage from gestation day 12 (GD12) through postnatal day 21 (PND21) respectively.
The body weight of male pups,

testis weight, anogenital distance (AGD) and testicular histopathology were investigated. The protein ex-
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