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Effects of Cartopril on Expression of GRP78 and CHOP in
Endoplasmic Reticulum Stress of Rat Heart after A or Tic

Constriction and Cardiac Myocyte Apoptosis

LIN Ke,ZHAO Lian-you” ,ZHENG Qiang-sun Huang Jin-yan,SHANG Fu-jun, Al Yong-fei, DING Lu

( Department of Cardiology, Tangdu Hospital , Fourth Military Medical University,Xi’ an 710038 ,P. R, China)

[ Abstract] To study Effects of Cartopril on expression of GRP78 and CHOP in endoplasmic reticulum stress of
rat heart after aortic constriction and cardiac myocyte apoptosis,the rats which received abdominal transverse aortic
constriction ( TAC) were used as experiment models. Carotid artery cannulation was used to measure the blood
pressures. Western blot and immunohistochemistry was used to assess the protein level of GRP78 and CHOP. TUN-
NEL was used to detect the cardiac myocyte apoptosis. All methods were applied to identify: (1) the effect of Car-
topril on the expressions of GRP78 and CHOP protein; (2) the effect of Cartopril on cardiac myocyte apoptosis. The
results are: (1) The mean arterial pressure of rats in Cartopril group was (124.67 + 6.26) mmHg,significantly
lower than the rats in TAC group [ (169.73 + 6.58) mmHg] ,but higher than the rats in Sham group[ (117.08 =
7.92) mmHg] ,the deviation was statistically significant (P <0.05). (2) The mean optical density of GRP78 in
the rats in Cartopril group was 0.20 + 0.02,significantly lower than the rats in TAC group (0.35 = 0.03),but
slightly higher than the rats in Sham group (0. 16 + 0.03) ,the deviation was statistically significant (P <0.05).
(3) The mean optical density of CHOP in the rats in Cartopril group was (0.23 +0.03) ,significantly lower than
the rats in TAC group (0.46 +0.05) ,but slightly higher than the rats in Sham group (0.07 £0.02) ,the deviation
was statistically significant (P <0.05). (4) Cartopril group showed a small amount of apoptosis in cardiac myo-
cytes (18.73 + 0.28) % ,significantly lower than the TAC group (31.67 + 0.54) % ,but slightly higher than the
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Sham group (13.49 + 0.12)% ,the deviation was statistically significant (P <0.05) ; the incidence of cardiac
myocyte apoptosis in TAC group was significantly higher than the ones in Sham group, and the deviation was statisti-
cally significant (P <0.05). It is Conclused that Captopril can have a protective effect of myocardial cell in hyper-
tension , through decreasing the level of ERS. The mechanism might be related to CHOP — induced ERS apoptosis.
[ Key words] hypertension endoplasmic reticulum stress GRP78 CHOP myocardial cell ap-

optosis cartopril.
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Construction and Expression of
the Recombinant BCG Expressing Derp2-PEB1

Fusion Protein in Form of Lipoprotein

SHAO Cheng, SHI Jie-ran, GUO Xiao-ya, HU Lin-jie', HOU Mei-na'
(Respiratory Medicine Department of Xijing Hospital of the Fourth Military Medical University, Xi’an 710032, P. R. China)

[ Abstract] To construct the recombinant BCG,on which was able to express house dust mite antigen Der p2 and
C. jejuni PEBI in form of lipoprotein for oral asthma vaccine, the pCW-Der p2-PEB1-rBCG, the pCW-Der p2 and
pUC-PEBI plasmid DNA were amplified and recombinant plasmid pCW-Der p2-PEB1 was synthesized. The recom-
binant plasmid was transferred into competent BCG, after that rBCG positive bacterium strains were selected by hy-
gromycin resistance screening. Target gene was detected in positive rBCG by specific amplification using PCR. rB-
CG was checked by indirect immunofluorescence with anti-Der p2 monoclonal antibody and antiserum against mouse
PEBLI. It is resulted that successfully amplified Der p2 and pebl gene, constructed recombinant plasmid pCW-Der
p2-PEB1 and transferred the plasmid into BCG,which is confirmed by indirect immunofluorescence. It is conclused
that recombinant BCG pCW-Der p2-PEB1-rBCG Expressing Der p2-PEB1 Fusion Protein on its surface is success-
fully constructed and this product may provide basis for the further research of genetic engineering vaccine.

[ Key words] PEBI house dust mite antigen Der p2 recombinant BCG



