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Antidepressant mechanism of supercritical CO; extract from Compound Chaigui
Precription regulating cAMP signaling pathway
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Abstract: Objective To investigate the antidepressant mechanism of supercritical COz extract from Compound Chaigui Precription
from the perspective of cAMP signaling pathway. Methods The rats model were established by chronic unpredictable mild stress
(CUMS). The rats were administrated with high, medium and low doses of supercritical CO; extract from Compound Chaigui
Precription and venlafaxine as intervention drugs. The protein expression levels of cAMP, PKA, p-CREB and BDNF in tissues and
their corresponding mRNA levels were explored for their antidepressant mechanism. Results Compared with the blank group, the
expression levels of cAMP, PKA, p-CREB and BDNF in the hippocampus of the model group were significantly decreased (P < 0.05,
P < 0.01). After the intervention of the Compound Chaigui Precription, compared with the model group, there was a significant
difference in the callus of each dose group. At the same time, the mRNA levels of TrkB, PKA, p-CREB and BDNF in the hippocampus
of the model group were significantly decreased (P < 0.05, P < 0.01). After the intervention, there was a callback in each dose group
compared with the model group, with significant differences. Conclusion Supercritical COz extract from Compound Chaigui
Precription can exert antidepressant effect by regulating cAMP-PKA-CREB-BDNF signaling pathway.

Key words: Compound Chaigui Precription; supercritical COz extract; cAMP signaling pathway; antidepressant; cAMP-PKA-CREB-
BDNEF signaling pathway
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BHME X BRZH S 5275875 (BT 50A 77 B 7 COo,
TEH LA R R A ROR D) & . R
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Table 1 Real time qRT-PCR reaction primer sequences

B ON®) WIS (5°—3)

GAPDH 1EH: CAAGTTCAACGGCACAGTCAA
JZH: CGCCAGTAGACTCCACGACA
PKA Ei]: GGTGACAGACTTCGGTTTTGC
JZH: CAGCTTTGTTGTAGCCTTTGC
BDNF 1Ef: TGGGGTTAGGAGAAGTCAAGC
2 Ii]: GTCAGGTAACCACTAACACATTCG
TrkB 1EH: CAACTGACATCGGGGATACTACA
JIAl: CACAGAGGCAATCACCACCA
CREB 1Efi: GCAGCAAGAGAATGTCGTAGAAA
JZH: CCAATCCAGTCCATTTTCCA
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PE (P<<0.05. 0.01). HxtIRA bR, A4 KR
# L 4H 4 p-CREB. BDNF /K FHIE R (P<
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1 REBAFREDHLAD cAMP. PKA. p-CREB. BDNF /KELLE (X *s, 1 =10)
Fig. 1 Comparison on levels of cAMP, PKA, p-CREB, and BDNF in hippocampus of rats in each group (X *s, n =10)
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Fig. 2 Comparison on TrkB, PKA, BDNF, and p-CREB mRNA expression in hippocampus of rats in each group (X *s, n=10)
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