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ABSTRACT Objective: To investigate and analysis the effects of ginsenoside Rgl on depression behavior, hippocampal neuron
damage, protein kinase A (PKA) and protein kinase C (PKC) in rats with depression. Methods: 48 cases of rats with depression were ran-
domly divided into three groups: model group, experimental group 1 and experimental group 2, with 16 rats in each group. Experiment
group 1 and experiment group 2 were administered twice a day by gavage (1 mg/mL, 4 mg/ml ginsenoside Rgl) with a dose volume of
10ml; The model group were given double distilled water according to body weight in the same way. The depression behavior, hip-
pocampal neuron injury, PKA and PKC expression were observed and recorded. Results: The escape latency of experimental group 1 and
experimental group 2 on the 7th and 14th day of treatment were lower than that of model group, and the escape latency of experimental
group 2 were also significantly shorter than that of experimental group 1 (P<0.05). The sugar preference rate of experimental group 1 and
experimental group 2 on the 7th and 14th day of treatment were higher than that of model group, and the sugar preference rate of experi-
mental group 2 were also higher than that of experimental group 1 (P<0.05). The serum 5-hydroxytryptamine level of experimental group
1 and experimental group 2 on the 7th and 14th day of treatment were higher than that of model group, and the serum corticosterone level
were significantly lower than that of model group. There were also difference compared between experimental group 2 and experimental
group 1(P<0.05). The relative expression levels of PKA and PKC protein in the hippocampal neurons of the experimental group 1 and the
experimental group 2 on the 7th and 14th day of treatment were lower than that of the model group, and the experimental group 2 were
also shorter than that of the experimental group 1 (P<0.05). Conclusion: The application of ginsenoside Rgl in rats with depression can
improve the depressive behavior, increase the preference rate of sugar water, reduce the escape latency, increase the content of serum
serotonin, reduce the content of serum corticosterone, and reduce the level of PKA and PKC protein expression in hippocampal neurons.
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Table 1 Comparison of escape latency (s, mean + standard deviation)

Groups n 7d 14d
Experimental group 2 8 65.87 6.23% 55.32+ 7.45®
Experimental group 1 8 78.88+ 7.34* 60.34+ 8.41°

Model group 8 89.82+ 5.78 89.87% 6.10
F 31.484 51.682
P 0.000 0.000

Note: compared with Model group, *P<0.05, compared with Experimental group 1, °P<0.05, the same below.
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Table 2 Comparison of sugar water preference rates at different time points (s, mean + standard deviation)

Groups n 7d 14d
Experimental group 2 8 89.87+ 5.44® 96.55+ 4.58*
Experimental group 1 8 78.47+ 5.81* 83.02+ 4.61°

Model group 8 55.79+ 4.48 5547+ 3.58
F 52.285 67.116
P 0.000 0.000
®3 ZARTARRESHMLE 5- R EERS R RIS EX  (ue/mL, i FREE)
Table 3 Serum serotonin and corticosterone content (g/mL, mean = SD)
5-hydroxytryptamine Corticosterone
Groups n
7d 14d 7d 14d
Experimental group 2 8 1.73£ 0.18* 1.89+ 0.32® 0.56+ 0.04® 0.53% 0.05®
Experimental group 1 8 1.48+ 0.18 1.65+ 0.27* 0.60+ 0.01° 0.58+ 0.06°
Model group 8 1.17+ 0.23 1.18+ 0.18 0.63+ 0.08 0.64+ 0.05
F 13.504 15.663 9.833 11.106
P 0.000 0.000 0.000 0.000

2.4 PKA.PKC EHHEXRIEKEITLL
ST 14 SR 2 HIGYTES 7 dU5S 14 d T DR & T A

*4=
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Table 4 Comparison of relative expression levels of PKA and PKC protein (jug/mL, mean + standard deviation of the three groups of treated

hippocampal neurons at different time points)

PKA PKC
Groups n

7d 14d 7d 14d
Experimental group 2 8 1.04+ 0.09® 0.87¢ 0.08® 1.27¢ 0.14* 1.00+ 0.27*
Experimental group 1 8 1.67+ 0.22° 1.87+ 0.19° 1.71+ 0.22° 1.99+ 0.18
Model group 8 3.08+ 0.34 3.09+ 0.11 3.56x 0.29 3.59+ 0.13

F 19.484 24.014 21.575 28.559

P 0.000 0.000 0.000 0.000
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