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[ ABSTRACT ] Aim To observe the clinical efficacy and mechanism of Chaihu Shugan decoction in rats with depres-
sion after acute myocardial infarction. Methods 90 models among 120 SD rats were randomly divided into model
group(n=30), Chinese medicine group(n=30) and fluoxetine group (n=30), unmodeled rats were normal group (n =
30), after 7 days, 14 days, 21 days for treatment, behavioral indicators were measured in each group of rats, then hippo-
campus was sacrificed and isolated, and interleukin-1 ( IL-1), interleukin-6 ( IL-6), cysteinyl aspartate specific
proteinase-9 ( Caspase-9) and cysteinyl aspartate specific proteinase-3 ( Caspase-3) were analyzed by enzyme-linked immu-
nosorbent assay( ELISA) , and the expression levels of Jun N-terminal kinase 3 (JNK3) were detected by Western blot and
reverse transcription-polymerase chain reaction( RT-PCR). Results Compared with normal group in the same period
the behavior indicators of the model group were reduced (P<0.05), IL-1, IL-6, Caspase-3, Caspase-9, and JNK3 were
significantly increased (P<0.05), while the open-field test scores of Chinese medicine group and fluoxetine group de-

creased (P<0.05), and the inflammatory factors were significantly increased in Chinese medicine group and fluoxetine
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group after 7 days and 14 days ( P<0.05).

After 21 days, except IL-1, JNK3, Caspase-9 in Chinese medicine group and

IL-1, JNK3 in fluoxetine group, there was no significant difference in the remaining indicators compared with normal group

(P>0.05).

Compared with model group in the same period, the behavior indicators were significantly improved in Chi-

nese medicine group and fluoxetine group (P<0.05), and IL-1, IL-6, Caspase-3, Caspase-9, and JNK3 were significantly

reduced (P<0.05).
21 days (P<0.05).

Compared with fluoxetine group in the same period, IL-1 decreased in Chinese medicine group after

Conclusion Chaihu Shugan decoction can effectively improve the depression of myocardial in-

farction rats, which may be accomplished by inhibiting the inflammation of hippocampus in rats.
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&3, DAXREKHERELRR(n=10)

Table 3. Comparison of sugar consumption in

% 6. MAKXRED Caspase-3 /KFLEE (n=10)

Table 6. Comparison of Caspase-3 levels in hippocampus
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el 7R 14 K 21 K el 7R 14 K 21 K
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il 7K 14 K 21 K
Ew4 6.69+1.72 7.21+1.38 7.48+1.79
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WA ¢ o P<0.05, S PGTT 4 R s,

*R5. MAKRBD IL-6 KFELLE (n=10)
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W,

*£7. MEAKRED Caspase-9 KFELLB (n=10)
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EHH 2.55+0.74 2.98+0. 87 2.56+0. 82
FEARIZ 5.91+0. 85" 6.45+1.06°  7.47+1.22"
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H:a M P<0.05, 5IEHARMILE ;b A P<0.05, 5841 [H
WA,
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JNK3
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1.0
0.9

a

HEEIZH hHE  EETA

EEA
1. RT-PCR N EHKXRED INK3 RiZE(n=10)
a i P<0.05, SIEHAMILE b 2 P<0.05, SHIAAM AL
Figure 1. JNK3 expression levels in hippocampus of
each group by RT-PCR (n=10)
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Figure 2. JNK3 expression levels in hippocampus of

each group by Western blot (n=10)
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