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ABSTRACT Objective To explore the mechanism of reversing left ventricular hypertrophy in
spontaneous hypertension rats (SHR) by the intervention of Compound Uncaria Antihypertensive Tablet
from the point of view of interfering with the protein expression of cardiotrophin-1(CT-1) /JAK-STAT path-
way in rats’ cardiac myocardium. Methods Totally 50 SHR were divided into 5 groups, the high dose
group (group H, 129.6 mg/mL), the middle dose group (group M, 86.4 mg/mL), the low dose group
(group L, 43.2 mg/mL), the benazepril group (group B, 0.9 mg/mL), and the SHR model control group
(group S) according to the random number table,10 in each group. 10 Wistar rats were recruited in a nor-
mal control group (group W), then perfomed gastric lavage once a day, and continued the intervention
for 24 weeks. The contents of partial myocardial CT-1 and protein expression level of myocardial JAK1/
STAT3 were detected by immunohistochemistry and Western blot respectively. Results Compared with
group W, the expression level of CT-1 and the protein expression level of JAK1 and STAT3 in myocardial
tissue were uniformly increased in group S (P <0.05). Compared with group S, expression levels of CT-
1 in myocardial tissue decreased (P <0.05), while protein expression level of JAK1 and STAT3 de-
creased in group B, H, Mand L (P <0.05). There was no statistically significant difference in the expres-
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sion of CT-1 among the intervention groups (P >0.05). The protein expression levels of dose-dependent
JAK1 and STAT3 increased in group H, M and L, and the difference was statistically significant (P <
0.05). Compared with group B, the expression level of JAK1 and STAT3 decreased, the difference was

statistically significant (P <0.05). Conclusion

Compound Uncaria Antihypertensive Tablet had a certain

inhibitory effect on the protein expression of CT-1/JAK-STAT pathway protein, and its possible mecha-
nism to reverse left ventricular hypertrophy is to reduce expression level of cardiac partial CT-1 and in-

hibit the JAK-STAT pathway, and then give full scope to reverse the left ventricular hypertrophy.

KEYWORDS Compound Uncaria Antihypertensive Tablet; spontaneously hypertensive rats; cardiot

rophin-1; JAK-STAT pathway ; left ventricular hypertrophy
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