790 FRERIBEZ 2016 4E7 459 %457 M Global Traditional Chinese Medicine, July 2016, Vol. 9, No. 7

L i/t\)% Ld

AT 25 X 1L e AR E R BRUAE 55 CAL X
sGCR1 i1 5 it PDE WV 5 & 1 3% 34 A 52 i)

EFHE RABE KU EIARAL XwW KaEZF

[HE] By R AT AR E K RO D B R S (cycelic guanosine
monophosphate, cGMP ) % 1 }z CAl [X ¢GMP & A% i B} nf ¥ % 5 2 35 1k [ ( soluble guanylyl
cyclaseBl,sGCR1) I /K i B B B R — Wig i ( phosphodiesterase , PDE ) A [f] iF. 1 ( PDE1A | PDE2A |
PDESA ,PDE9A \PDE10A) #5 AKX THER, AiE 56 2 SD KA H2S A4l BRI A
T Al AT RN AL, A 14 RV ST 2 & SREL 5T 1 R AR AR Y | 25 P2 A
TUZH FE 1 S5 28K, SR 252453 ITHE L) 40 me/kg . 20 me/kg FOATZ T, by 21 K, WBIT 4 HE,
KRS S e 0 E cOMP &1 S 8 21 AL 12461 sGCB1 . PDE1A . PDE2A . PDESA PDE9A . PDE10A
AR, SR SR L, AT 25T 5 R 4] FEAIR cGMP % 1 (P<0.01) ,3f N4 PDELA |
PDE2A \PDESA PDE9A % 2Rk (P<0.05) , H I PDEI0A MEHKIE(P<0.05), &t AjZ
T T cGMP 7K it BEAS [ M B A7 X ) 4 , L5 30 )5 el & #2 R VE B AIG cGMP 1Y & 2, T 9
NO/cGMP 3 #% , M7 5035 ML K JAEAISIE 5 R A K I Tl e B 4

[ER] MBAFABIE; ~j2517; SRRSO, SRR MR, vIIAM ST mRA LA

[hESZEE] R285.5 [XEAFRIEFE] A doi:10.3969/j. issn. 1674-1749. 2016. 07. 004

Effects of paeoniflorin on the expression of SGCB1, different subtypes of PDE in the hippocampus
CA1 Zone of rats with blood deficiency and liver depression syndrome WANG Jing-xia, ZHOU
Tian-tian, ZHU Ying-li, et al. ~ School of Basic Medical Science, Beijing University of Chinese Medicine
Beijing 100029, China
Corresponding author. ZHANG Jian-jun, E-mail; zhangjianjun@ bucm. edu. cn

[ Abstract] Objective To observe the influence of paeoniflorin on the content of cGMP and the
protein expressions of cGMP synthase namely SGCB1 and hydrolases PDE1A, PDE2A, PDESA, PDE9A,
PDEIOA in the hippocampus CAl zone of rats with blood deficiency and liver depression syndrome.
Methods The rat model was established by chronic restraint stress combined with irradiation. From the
Ist day of modeling, the normal and model group was treated with same amount of distill water, the
treatment group were given corresponding medicines. On the 21th day of modeling, the brain tissue and
hippocampus were removed. The content of ¢cGMP was detected by RIA. THC was used to observe the
protein expressions of sGCB1, PDE1A, PDE2A, PDE5SA, PDE9A and PDE10A. Results Compared with
the model group, the content of cGMP in the dose of 40mg/kg Paeoniflorin was reduced ( P<0.01) and the
protein expressions of PDE1, PDE2A, PDE5A, PDE9A were reduced (P<0.05), and the protein
expressions of PDE1I0A were increased significantly (P<0.05). Conclusions Paeoniflorin could play a

role of dual-directional regulation effects on the activities of different subtypes of hydrolases, which give
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play to synergistic effect with the inhibition of synthase, and comprehensively reduce the content of cGMP

to relieve the brain damage of the blood deficiency and liver depression syndrome.
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