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[ ABSTRACT] AIM: To investigate the effects of angiotensin Il receptor type | antagonist irbesartan and angiotensin—
converting enzyme inhibitor perindopril on the myocardial expression of connexin 43 (CX43), desmin and cardiac troponin T ( ¢T-
nT) in the pressure overload— induced rat cardiac hypertrophy. METHODS: 40 male adult Sprague— Dawley rats were divided in-
to 5 groups (8 animals for each): sham operation group and other four groups with ventricular hypertrophy caused by banding aortic
artery. Drugs were given one week after operation as follows: sham operation group, nomal saline (2 mL*kg™ '*d™ ' ig) was given;
Operative groups: animals with ventricular hypertrophy were treated with nomal saline 2 mL*kg™ '*d™ ' ig; Treaiment groups: ant
mals with ventricular hypertrophy were treated with perindopril 2 mgekg™ '*d™ ' ig, irbesartan 20 mg*kg™ '*d™ ' ig or irbesartan 20
mg* kg™ '*d” ' ig plus perindopril 2 mg* kg™ '*d” ' ig, respectively. Left ventricular mass index (LVMI), transverse diameter of
myocardial cell (TDM), and myocardial expression of CX43, desmin and ¢I'nT by immunohistochemistry were performed at the end
of 8 weeks of drug intervention. RESULTS: LVMI, TDM were remarkably decreased after drug intervention, compared to animals
of operative group ( P< 0.05) . Left ventricular hypertrophy induced by aortic banding in rats were associated with marked disorga
nization of gap junction distribution. In hypertrophied myocytes, CX43 immunolabeling was dispersed over the entire cell surface
rather than confined to the intercalated disks. The CX43 were mainly distributed in the intercalated disks in irbesartan group,

perindopril group and their combined group. The myocardial expression of CX43, desmin and ¢I'nT in the operative group was lower
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than that in irbesartan group, perindopril group and their combined group ( P< 0.05). CONCLUSION: These data indicate that

irbesartan and perindopril play beneficial roles in the myocardial CX43, desmin and ¢I'nl' expression and their distribution, and the

restoration of myocardial cell structure and gap junction in pressure— overload myocardium hypertrophy.
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Tab 1 The effect of irbesartan, perindopril and their combination on left ventricular mass index (LVMI), transverse diameter of myocardial
cell (TDM) in the pressure overload— induced rat cardiac hypertrophy (x *s. n= 8)
Sham Control Perindopril Irbesartan Combination
LVMI( mg/ g) 2.03 0. 16 2.99 0. 16 2.39 0. 16 2.36 %0. 13 2.14%0.12
TDM ( Um) 10. 79 £0. 39 15.13 20.35" 11.73 0. 37 11.59 0. 42 11.43 %0.33
* P< 0.05 vs sham, perindopril, irbesartan, and combination group.
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Tab 2 The effect of irbesartan, perindopril and their combination on
the positive expression ratio of myocardial connexin43,
desmin, cardiac troponin T ( ¢I'nT) by immunohistochemistry

in the pressure overload— induced rat cardiac hypertrophy

(x +s. n=38 )
Connexin43 Desmin cI'nl
Sham 0.12430.021"  0.53610.039" 0. 468 £0.052"
Control 0.032£0.006™ 0.242£0.042™ 0. 281 £0. 078"
Perindopril 0.07130.014  0.4000.049  0.375 £0.054
Itbesartan 0.066 £0.018  0.372%0.087  0.371 0. 046
Combination 0.089 £0.017  0.42530.065  0.394 £0. 052

" P< 0.05 vs control, perindopril, irbesartan, and combination group;

"™ P< 0.05 vs perindopril, irbesartan, and combination group.
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Tab 3 The effect of irbesartan, perindopril and their combination on

the optical density of myocardial connexin43, desmin, car

diac troponin T ( ¢I'nT) expression by immunohistochemistry

in the pressure overload— induced rat cardiac hypertrophy

(x +s. n=38 )
Connexin43 Desmin cI'nl
Sham 0.42410.039"  0.277£0.012"  0.372%0.021"
Control 0.248 10. 041"  0.158 £0.042* 0. 156 0. 036™
Perindopril 0.376£0.094  0.219£0.012  0.242 £0. 044
Itbesartan 0.34510.047  0.20520.018 0. 248 £0. 053
Combination ~ 0.36430.051  0.22310.024 0. 284 £0. 045

" P< 0.05 vs control, perindopril, irbesartan, and combination group;
™ P< 0.05 vs perindopril, irbesartan, and combination group; “P< 0.05

vs combination.
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Fig 3 The expression of cardiac troponin T by immunohistochemistry assay ( x 600), Photograph shows that the expression degree
of cardiac troponin T in operative group was significant less than that in any other group. A: sham group; B: operative group:
C: perindopril group: D: irbesartan group: E: combination group.
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