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[ Abstract | Objective: To investigate the influence of Buyang Huanwu Tang (BHT) on the expressions
of protein kinase B ( AKT) and phosphorylated protein kinase B ( p-AKT) in acute cerebral ischemia reperfusion
rat. Method; The specific pathogen free SD rats were randomly divided into sham operation group, model group,
positive control group and BHT (high, low dose) groups, each group contains 20 rats, Clopidogrel dose was 6. 8
mg +kg ™', and BHT high low dose was26, 6.5 g -kg ™ '. The other groups were given distilled water. The acute
cerebral ischemia-reperfusion models were established by bilateral carotid artery occlusion, using HE staining to
observe Bcerebral pathological histology, using immunohistochemical method to detect brain cortex and
hippocampus CAl area AKT and p-AKT positive expression level. Result; BHT could significantly improve the
degree of acute cerebral ischemia-reperfusion injury in rat brain tissue. HE Staining showed that the number of
cortex neuron cells of acute cerebral ischemia-reperfusion rats decreased, cell arranged loosely and not regular, cell

nucleus become atrophy, cells surrounding space became big obviously. The number of hippocampus CAl area
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neurons decreased significantly, disordered arrangement of cells, and each dose group tissue damage degree were
eased. Immunohistochemical results showed that each group of cortex and hippocampus CAl area were seen AKT
(Ab473) and p-AKT (serd73) positive expression. Compared with the sham operation group, model group AKT
(Ab473) positive expression had no significant difference. Compared with model group, positive control group,
BHT high dose group positive expression of AKT was obviously increased ( P < 0.05). Conclusion: The

neuroprotective effect of Buyang Huanwu Tang against acute cerebral ischemia-reperfusion in rat may be associated

with upregulation of AKT and p-AKT.
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Fig.1 Each group of morphological changes in hippocampal CA1 region( HE, x400)

3.2 X o PE U E 05 K UK 41 21 AKT Al
p-AKTHE AR BM W OF 5 A& B, AL A% & 24 A
I BH I8 T3 e 0 B 4L B2 )2 AKT Al p-AKT 9 B 4
RIXREHIAA B E TR (P <0.05) ; HSHRAH
PO, S A% 7 20 Hb BB T097 45 57) i 20 AKT B 2
PRI 5 (P <0.05) . W% 5 CA1 X Af

A, AKT 1 p-AKT 75 S0 ML 75 41 F1#b FH b 109 4
PRk B W i o 588 R0 2 BB, 4h BH ik T
e ) 2 AKT B R AL AR W 4% (P <0.05) . KA
A R UL AN B T3 T R i Bl AKT, p-AKT
SN R IK, Bs PI3K/AKT {55 1 % M 1 2 4% ik
e, k1 ~2,K2~5,

®1 MAZEFHEROBEFTRGKRMALKEEN AKT, p-AKT AL FME (5 5,0 =8)

Table 1

reperfusion rat(x £s,n =8)

Influence of Buyang Huanwu Tang on brain cortex positive rate of AKT and phosphorylated-AKT in acute cerebral ischemia-

2H 50 Fl 4t/ g-kg ™! p-AKT/ % AKT/ % p-AKT/AKT/%
BEL - 0.021 +0. 001 0.069 +0.011 23.030 0. 437"
LAY - 0. 029 +0. 004 0.063 £0.012 40.124 £1. 547
SAMLAKR 6.8 x10° 0.041 +0.003" 0. 080 0. 007" 51.208 +0.787"
A PHIE R 26 0.046 +0.003"> 0.070 =0. 006> 67.032 +0.987"%
6.5 0.033 +0. 004 0.058 +0. 008 49.330 = 1. 455

T SR A P <0. 055 540 FHIE 17 % HI 4L A P <0. 055 (K 2 [[) o

x2 MEZEEZEHROBETRGABRMEALRES CAl X AKT,p-AKT FHEMHMERZM(x £5,n=8)
Table 2 Influence of Buyang Huanwu Tang on hippocampi CA1l positive rate of AKT and phosphorylated-AKT in acute cerebral ischemia-

reperfusion rat(x £s,n=8)

21 5 Flf/g kg ! p-AKT/% AKT/ % p-AKT/AKT/ %
[PEVN - 0.019 £0. 007 0.073 +0. 002 13.056 +1.431"
A - 0. 030 +0. 005 0. 061 +0. 006 35.567 +0. 896
MK T 6.8 x107? 0. 043 £0.001" 0.059 +0. 008 55.210 = 1.234
HNHIE 26 0. 046 +0.003"% 0. 065 +0. 009% 69. 654 +0. 987"
6.5 0. 023 0. 005 0. 070 +0. 003 49.382 £1.438
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B2 SHXRMARK/KRE AKT EARFRIE (LA, x400)

Fig.2 Expression of rat brain cortex region of AKT protein( IHC, x400)

A B

B3 SEXRMARKEE P-AKT EHR R (HELML, x400)

Fig.3 Expression of rat brain cortex region of P-AKT protein( THC, x400)

E4 RAKXREBD CAl X AKT BABFRE (HAEHL, x400)

Fig.4 Expression of rat brain hippocampal CA1 region of AKT protein(HC, x400)

BS5 REAKXRBALAED CAl X P-AKT EEKRIE (HEH L, x400)
Fig.5 Expression of rat brain hippocampal CA1 region of P-AKT protein( THC, x400)
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