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ABSTRACT Objective To observe the effects of acute immobilization stress on the mRNA expres-
sion of tyrosine kinase B (TrkB) in rats’ hippocampus. Methods Eighteen SD rats were randomly divided
into three groups, i.e., the normal control group, the model group, and the medication group, 6 in each
group. The acute immobilization stress model was prepared in the model group using acute immobilization
for 2 h. Ginsenoside Rb, (40 mg/kg) was peritoneally injected to rats in the medication group 30 min before
modeling, with the same procedure as those for rats in the model group. No treatment was performed to
rats in the normal control group. The plasma adrenocorticotropic hormone (ACTH) and corticosterone
(CORT) contents were detected using ELISA. The mRNA expression of TrkB in the rats’ hippocampus was
detected using real-time fluorescence quantitative RT-PCR. Results Before modeling there was no statis-
tical difference of plasma CORT or ACTH concentrations among three groups (P >0.05). The plasma CORT
and ACTH concentrations increased in the model group and the medication group more significantly after
modeling than before modeling, showing statistical difference (P <0.05). Besides, they were obviously
higher in the model group than in the normal control group (P <0.05). They were obviously higher in the
medication group than in the model control group (P <0.05). Compared with the normal control group, the
mRNA expression of TrkB significantly decreased in the model group (87.73 £7.62 vs 50.65 +5.19, P <
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0.05), showing statistical difference. The mRNA expression of TrkB was significantly higher in the medica-

tion group (78.91 +£18.07) than in the model group, showing statistical difference (P <0. 05). Conclusion
Pretreatment by ginsenoside Rb, could increase the plasma CORT and ACTH concentrations, maintain the
MRNA expression of TrkB, thus relieving injury induced by acute immobilization stress.
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B, ERTGIFE (P >0.05) , w5, R4 Fl
PN ACTH  CORT 5 4 40 AS 21 i B iy ' 35
T, ERA G E (P <0.05) ; H AR B 5
FIEFAFREI (P <0.05) , 452541 B B & AL R4 [R]
H(P<0.05),

2 HAKBEELAL TrkB mRNA Fik A xF
THRE (R 2) HIERY A, SR 2
TrkB mRNA Kk TR, ZRA G E X (P <
0.05) ; 425401 Th2H 4 TrkB mRNA ik 7K F 8
BRI T, Z A G 2#E L (P <0.05)

Wit

IV 22 I LA I 2B 0 I A5 A LA I
KPP S I KU R 2 Bl AT i e, R B
okt v MR 2R G 2 B p 40 R A% 7 3 R AR K Y R
g3 R R O A 7 A A e Y X Rk
— , H RS T 10 SO0 K B v Eh 5 i A IR AR 22, I B
738 RT LA I S (g 4 i R T NF-kB \p-38 2K [ 3 it 2%
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