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Effect off3,-adrenoceptor agonist BRL37344 on the plasma level of TNF-o Ang Il |

ET-1 and the myocardium remodeling in rat

TIAN Ying', ZHU Shan-jun', WANG Jiang', LI Wei-min*, KONG Yi-hui’('Department of Cardiology, Xingiao Hospital,
Third Military Medical University, Chongqing 400037 ; *Department of Cardiology, The First Clinical Hospital of Harbin Medical University,
Harbin 150001, China) .

Abstract; Objective To explore the effect of BRIL.37344 ( BRL) ,a kind of B, -adrenoceptor( 3;-AR) ag-
onist, on the plasma level of tumor necrosis factor-o( TNF-a) , angiotension Il (Ang 1l ), endothelin-1(ET-1)
and the changes of cardiac tissue in histopathology in normal and progressive congestive heart failure ( CHF)
rats. Methods The model of heart failure in rat was induced by isoproterenol (1SO). The rats were randomly
divided into three groups: control group (n=25) ,CHF group (n =30), BRL group (n =35). BRL group re-
ceived BRL 0.4 nmol + kg ' + min ' through caudal vein for 10 min twice a week. The other groups received
normal saline instead. The following indexes were evaluated at 2nd and 6th week ; plasma level of TNF-a, Ang
I, ET-1 , histopathology by HE and Masson staining and the ratio of left ventricular weight to body weight
(LVW/BW). Results As compared with control group, the plasma level of TNF-a, Ang [l , ET-1 of CHF
and BRL group were increased remarkably ( P <0.01). There were necrotic myocardial cells and proliferative
collagen fibers in heart failure rats, especially in BRL group. The ratio of LVW/BW in CHF group and BRL
group were significantly increased than that of control group (P <0.01) and the ratio of BRL group was also in-
creased than that of CHF group (P <0.01). Conclusion B;-AR agonist aggravates cardiac function by in-
creasing the plasma level of TNF-a,Ang Il ,ET-1 and progressing the necrosis of myocardial cells and the pro-
liferation of collagen fibers .
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Pathological section of myocardium
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Fig 1 Histopathology of cardiac tissue by HE staining ( HE x200)
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Diagnosis and treatment of one case of primary erythermalgia
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