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[Abstract] Objective: To investigate the expression of cysteine-rich motor neuron 1 (Crim1) in
hypertrophic ventricular neonatal myocytes and the role of angiotensin || type 1 receptor (AT1R) on
Crim1 expression.  Methods: The primary ventricular myocytes were isolated from 1-day-old SD rats.
After 48 h culture, they were replaced with serum-free medium. Cells were divided into four groups
depending on the treatment administered. Control group: no intervention culture of 26 h. Stretch group:
after cultivating 2 h, stretch for 24 h. Losartan group: losartan (final concentration of 10 pmol/L)
interferes for 26 h. Losartan + stretch group: losartan (final concentration of 10 pmol/L) pretreatment
2 h, followed by a stetch of 24 h. The ventricular myocytes protein/DNA ratio, the surface area of
ventricular myocytes, and the expression of Criml mRNA and protein were detected. Results: The
ventricular myocyte protein/DNA ratio [ (1. 83+ 0.15) vs. (1. 16 £0. 07), P<C0. 001] and the surface
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area of ventricular myocytes [ (591. 85 £ 180. 20) um® vs. (259.96 = 54. 20) pm’, P<C0. 001 ] of stretch
group were significantly higher than those of control group, while the ventricular myocyte protein/ DNA
ratio [ (1. 68 £ 0. 13) vs. (1.83 £0. 15), P<C0. 001] and the surface area of ventricular myocytes
[(372.25+116. 13) pm’ vs. (591. 85 + 180. 20) pm’, P <C0. 001] of losartan + stretch group
weresignificantly lower than those of stretch group. The expression of Criml mRNA [ (1. 14 £0. 38) vs.
(4.27£0.11),P<<0. 001] and protein [ (19 230. 97 £2 205. 74) vs. (37 178.94 1 130.57), P<0. 001]]
of stretch group were significantly lower than those ofcontrol group, whilethe expression of Crim1 mRNA
[(2.24+0.44) vs. (1.14+0.38), P<<0.05] and protein [ (28 934, 47 £ 1 897. 06) vs. (19 230. 97 +
2 205.74), P<<0. 05 of losartan + stretch group were significantly higher than those of stretch group.

Conclusions: The expression of Crim1 in hypertrophic ventricular myocyte is down-regulated, and AT1R
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may be involved in the regulation of the expression of Crim1 in hypertrophic ventricular myocytes.
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