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Merck ; ( H13020657) I min; 95°C 5s; 58%C 15s 72°C 30s 40
1.3 PGCHa: 5-
( : A0192) | AAACTTGCTAGCGGTCCTCA3 5-OTTCT-
( : AO081) o GTGGGTTTGGTGTGA-3; NRFI: 5-AAGA-
CAGGGTTGGGTTTGG-3 5-CGAAAGAGA-
o PrimerScript RT reagent CAGCAGACACG-3; TFAM: © 5-TGAAGCTTG-
Kit with gDNA Eraser ( RR047A) . SYBR TAAATCAGGCTTGGA3 5-GAGATCACT-
Premix Ex Taq Il ( RR820A) TaKaRa TCGCCCAACTTCAG3; COXI: 5-GAGGCT-
o ( ) TCGGAAACTGAC3 5-GCTTATGTTATT-
BioSpectrometer basic ( Eppen— TATTCGTGGG-3; COX2: 5-GAAGTTGATA-
dorf ) ProFlex PCR  ( ABI ) 7500 ATCGGGTAG3 S5-TAGTGAAGGGATG-
( ABI ) Synergy GCTC3; COX3: 5-GCCCATCACAGCCTAA-
HIMF ( BioTek ) o TA3 5-GAAATCCCGTTGCTATGAS3;
1.4 N ATP6: : SATTGCCTCTTTCATTACC3
Wistar 5 5-TGAGTGTAGTCGGTTGCT3; ATPS: 5-
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* P<0.05 **P<0.01; AP <0.05
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2 mRNA (x%5)
COX1 COX2 COX3 ATP6 ATP8
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Impact of Shenge Powder ( ) on Mitochondrial Function of Heart Failure Model Rats

ZHU Lingyan WEI Yihong ZHAO Wenqgi LIU Chunyan CAO Min ZHOU Duan

( Longhua Hospital Shanghai University of Traditional Chinese Medicine Shanghai 200032)

ABSTRACT Objective To explore the possible mechanism of Shenge Powder ( ) in treating heart failure.

Methods Forty-eight Wistar rats were randomized into the sham operation group the model group the Shenge
Powder group and the bisoprolol group ( n =12) . Rats in other groups were built heart failure rat models by abdomi—
nal aorta constriction except the sham operation group. Five days after modeling the Shenge Powder group was given
1.89¢/( kg * d) of Shenge Powder suspension by gavage. The bisoprolol group was given 1 mg/( kg * d) of bisoprolol
fumarate suspension by gavage. The sham operation group and the model group were given 2. 5ml/d of normal saline
by gavage. Treatment for each of groups lasted for 12 weeks. The serum levels of lactic acid pyroracemic acid and
free fatty acid as well as the mRNA expressions of peroxisome proliferator activated receptorycoactivator la ( PGC-
la) nuclear respiratory factor 1 ( NRF1) mitochondrial transcription factor A ( TFAM) and mitochondrial complex
subunit ( including COX1 COX2 COX3 ATP6 and ATPS) in heart tissue in all groups were compared. Results
The serum levels of lactic acid pyroracemic acid and free fatty acid in the model group were higher and mRNA
expressions of heart COX1 COX2 COX3 ATP6 and ATPS lower than those in the sham operation group; ( P <0. 05
or P <0.01) . Compared with the model group the serum level of pyroracemic acid and free fatty acid decreased but
mRNA expressions of COX2 ATP6 and ATPS increased in the Shenge Powder group ( P <0.05 or P <0.01).

mRNA expressions of PGCda NRF1 and TFAM in rats” heart increased in the model group the Shenge Powder
group and the bisoprolol group compared with that in the sham operation group while there was no significant differ—
ence among the three groups ( P >0.05). Conclusion Shenge Powder might reduce serum metabolites accumula—
tion by up—<egulating heart mRNA expressions of COX2 ATP6 and ATP8 to protect heart mitochondrion function.
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