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[ Abstract] Objective: To investigate the effects of ramipril on myocardial cell apoptosis after viral
myocarditis.  Methods: After extracting the primary cardiomyocytes of BALB/c sucking mice, CVB3
virus was infected for construction of viral cardiomyocyte model. The cardiomyocytes were divided into
five groups: blank group, model group, Angll group, Angll + ramipril group, and ramipril group. In
the blank group, myocardium was cultured in normal with 72 h. The other four groups were infected
with 100 PFU/cell CVB3 for 48 h, the model group added PBS to the culture medium, the Ang]] group
added Angll with a final concentration of 100 nmol/L in the culture solution, the Ang [[ + ramipril
group added Ang[l with a final concentration of 100 nmol/L. and ramipril with a final concentration of
1 pmol/L in the culture medium, while the ramipril group added ramipril with a final concentration of
1 pmol/L to culture medium. After 24 h culture, the cells were collected. Flow cytometry
Annexin V/PI was used to detect the apoptosis level. Western blot was used to detect the caspase-3

protein level.  Results: The rate of cardiomyocyte apoptosis and the expression of casepase-3 protein in

HETH  RYITTRHZ % B H (JCYJ20170818162010186)
YEH AL 518033 PRHII, v Ll K2y B 5 /N = g RS » T, BEUC, B S0 49522 5518000 IR, i Ll A
JEEEL BB R



+ 286 - [ PO L B A 5 2018 4F 9 J 45 45 4245 5 )

Int J Cardiovasc Dis. September 2018, Vol. 45, No. 5

model group and Ang [[ group significantly increased compared with the blank group (all P<C0.01),

which significantly decreased in ramipril group compared with the model group (all P<C0. 01) and in

Ang |l + ramipril group compared with the Ang [ group (all P<C0. 01).

Conclusions: Ramipril can

reduce the apoptosis induced by viral myocarditis. The process may be related with Ang]].

[Key words] Ramipril; Viral myocarditis; Myocardial cell; Apoptosis
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