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[Abstract] Objective

induced pathological cardiac hypertrophy (PCH). Methods

To investigate the role of protein kinase D2 (PKD2) in angiotensin [[ (AnglIl )-
PCH in neonatal and adult rats were induced by
Angll. The PKD2 gene expression was inhibited by using siRNA interference. The regulatory effect of KD2
Ang [l up-regulated PKD2

gene expression in both neonatal and adult rat cardiomyocytes. Silencing PKD2 blocked the up-regulation of

during the formation process of Ang Il -induced PCH was investigated. Results

Ang [ -induced PCH gene atrial natriuretic factor (ANF) and B-myosin heavy chain (3-MHC) expressions and
increase of cell surface. Conclusion PKD2 participates in Ang [[ -induced PCH, which may be a potential tar-
get point for preventing.interfering and reversing PCH.
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1R T 2% E Bioworld 24 #l, Lipofectamine™2000 1
F £ E Invitrogene 24 Al . HRP-Frid A9 th 3 5t /D B
IgG AEdi s 1gG Wl TR = A Fl . Trizol, Al-
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1.2.2 Real-time PCR 230 #7  JH Trizol 2L .0 L 40
P4 B RNA, {f 1] 5 7% 5% B [ % JE i cDNA i 17
RT-PCR Fl Real-time PCR 43 #f. RT-PCR 5|4 .
PKD2:iF 1 5'-ATC ACC GCC AAT GT CAC CTA
CT-3', ) M 5'-GTT TCT CCA TCA CCA CGA
ATA CC-3"; 18S rRNA: iE 1] 5'-ACC GCA GCT
AGG AAT AAT GGA-3',Jx[d 5'-GCC TCA GTT
CCG AAA ACC A-3';18s rRNA fE NS HI, Re-
al-time 59 4.0 55 Al IR I F CANF) : IE 1] 5'-GGG
GGT AGG ATT GAC AGG AT-3', g Ii 5'-CTC
CAG GAG GGT ATT CAC CA-3';B-WL&E 5 11 5 4
(B-MHO), iE ] 5'-CCT CGC AAT ATC AAG GGA
AA-3', JZ [ 5'-TAC AGG TGC ATC AGC TCC
AG-3"
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Lipofectamine™ 2000 %% 4 Hr A= K B 41 j2, siRNA
PKD2 P47 5 5 51l 5'-CCU UCC UUA UAC
AUA GCU ATT-3',5-CGG GCU GAA UUA CCA
CAA ATT -3'; %} B8 siRNA (NC siRNA) F4.5'-
UUC UCC GAA CGU GUC ACG UTT-3',
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