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The Change of MKP-1 and MAPK in Myocardium of
Renovascular Hypertensive Rats

LU Wei, LIU Peiging, CHEN Jian-wen, PAN Jing-yun
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Abstract: [Objective] To investigate the relationship between MKP-1 and MAPK and the effect of TCV
116, an AT receptor antagonists on the changes of MAPK and MKP-1 in myocardial hypertrophy of renovascu-
lar hy pertensive rats (RHR). [Methods] DT wo-kidney and one-clip renal hypertensive model was established
in Sprague-Daw ley rats by chronic partial occlusion of left renal artery; @ Left ventricular mass to body mass ra-
tio was measured to assay the degree of myocardial hypertrophy; (O M APK activity was examined using an in-
gel kinase assay, MKP-1 protein expression was detected by westem blotting. [Results] @ Blood pressure, left
ventricular mass to body mass ratioo MAPK activity in myocardium of RHR were increased gradually, but the
increment of MKP-1 protein expression tended to dropping from 8th to 16th week after renovascular constric-
tion. @ There was a significantly positive correlation betw een MAPK activity and my ocardial hypertrophy, but
a significantly negative correlation betw een MAPK activity and MKP-1 protein expression. & TCV 116 effec-
tively inhibited myocardial hy pertrophy and prevented changes of MAPK activity and MKP-1 protein expression
in RHR. [Conclusion] Angiotensin II is an important factor in myocardial hypertrophy in RHR. which medi-
ates the hy pertrophic responses and activation of M APK mainly through AT receptor. The M APK pathway is
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important for the development and intensification of myocardial hypertrophy by the long-term activation of

MAPK, and the regulation of MKP-1 on MAPK may play an important role in the development of my ocardial

hypertrophy in RHR.

Key words: mitogen-activated protein kinase (MAPK ); mitogen-activated protein kinase phosphatase 1

(MKP-1); cardiomyopaths hypertrophic; hypertension, renal; rats
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Fig. 2 Effect of TCV116 on changes of ratio of left
ventricular mass (weight) with body mass
2 é’%‘; % (weight) in renovascular hypertensive rats
Ratio of left ventricular mass with body mass were measured at
8th, 12th, and 16th week after renovascular constriction. ( * P <<
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Fig.3 Effect of TCV116 on changes of MAPK activity in
renovascular hypertensive rats
MAPK activity was analyzed by imgel kinase measurement
method wsing myelin basic protein (upper panel) at 8th, 12th, and
16th week after renovascular constriction.
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Fig. 4 Effect of TCV116 on changes of MKP-1 protein
expression in renovascular hypertensive rats
MKP-1 protein expression was analyzed by Westem blotting with
anti-MKP-1 antibody Cupper panel) at 8th, 12th, and 16th week after
renovascular constriction
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