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Abstract  Objective: To explore the expression of Popdc2 in cardiac hypertrophy in mice, and to study the effect of
Popdc2 on pathological cardiomyocytes hypertrophy. Method : Physiological cardiac hypertrophy models wre established by
swimming training and pathological cardiac hypertrophy models were established by transverse aortic coarctation. Patho-
logical cardiac hypertrophy was induced by isoproterenol (PE) in vitro. Cells apoptosis were detected with TUNEL ex-
periments. The mRNA and protein of ANP, BNP, Popdc2 collagen | and [l (Collagen I and Collagen [[) expression was
determined by qRT-PCR and western blot. Result: Physiological and pathological cardiac hypertrophy models were success-
fully constructed. The expression of Popdc2 mRNA (3. 64=40. 29 vs 1. 08+0. 44, P<C0.01) and protein (0.52+0. 04
vs 0.297+0.03, P<C0.01) was increased in physiological cardiac hypertrophy. and the expression of Popdc2 mRNA
(0.60+0. 05 vs 1. 0540. 13, P<<0. 05) and protein (0. 03%0. 01 vs 0. 07+0. 01, P<C0. 01) was decreased in patholog-
ical cardiac hypertrophy in vivo. The expression of Popdc2 mRNA (0. 47=0. 05 vs 1. 04=£0. 08, P<C0.01) and protein
(0.5340. 11 vs 1. 2240. 11, P<<0.01) was decreased in pathological cardiomyocytes hypertrophy in vitro. The cell ap-
optosis rate (0. 9540. 07 vs 1. 6340. 11, P<C0.01) was reduced and the expression of ANP, BNP, Collagen | and Il
mRNA was decreased in over-expression of Ad-Popdc2 group than that in control group. Conclusion: The expression of
Popdc2 is not consistent in physiological and pathological cardiac hypertrophy. and overexprssion of Popdc2 ameliorate the

pathological cardiac hypertrophy. Popdc2 maybe as a molecular marker between two different cardiac hypertrophy model

+ 307 -

and become the target of antagonistic pathological cardiac hypertrophy and heart failure.

Key words cardiac hypertrophy; transverse aortic coarctation; Popdc2; apoptosis
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Table 1 Cardiac weight parameters and expressions of ANP and BNP mRNA rts
DER/IRFRRE OFEE/REK
241 5 - B TR ANP mRNA  BNP mRNA  Popde2 mRNA  Popde? % [
/(mg+g ") /(mg =+ cm D)
X4 (12 FD) 4.334+0.20 45.0142. 89 0.95+0. 10 0.93+0.09 1.0840. 44 0.29+0.03
WPk 4l (12 ) 6.6040.16"  65.23+3.26" 1.10+0. 07" 1.014+0. 15" 3.6440. 29" 0.524+0. 04"

55X A i, P<<0.01,
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B 2 TUNEL PHE4 A
Figure 2 TUNEL positive cells
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