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[ABSTRACT] AIM: To observe the protective effect of allitridi on hippocampal neuron of rats with cerebral ische-
mia — reperfusion (I/R) injury and to investigate its effects on P53 expression in hippocampus. METHODS ; The global
cerebral ischemia — reperfusion models were established by 4 — vessel occlusion. Allitridi at doses of 10, 20 or 30 mg/kg
was injected through rat’ s tail vein, half dose at 30 min before brain ischemia and another half dose at 10 min after reperfu-
sion were injected, respectively. The hippocampus of rat was removed 24 h after reperfusion. Toluidine blue staining was
applied to estimate morphologic changes. Flow cytometry was used to evaluate neuronal apoptosis rate of hippocampus. Im-
munohistochemistry was used to observe the expression of P53 protein. RESULTS: Compared with sham group, survival
neuronal density in I/R group was significantly depressed. The rate of neuronal apoptosis and the expression of P53 protein
were significantly increased. Allitridi significantly increased the number of survival neurons in hippocampus compared to 1/
R group. Meanwhile, allitridi remarkably inhibited the rate of neuronal apoptosis and the expression of P53 protein. CON-
CLUSION : Allitridi has protective role against brain ischemia reperfusion injury. The mechanism may be involved in bloc-

king P53 protein expression in hippocampus of rats with ischemia — reperfusion.
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Fig 1

The effect of allitridi ( All) on histological morphology in hippocampal CAl of rats with cerebral ischemia — reperfusion

( x400). A: sham; B: I/R; C:I/R +All 10 mg; D: I/R +All 20 mg; E: IR + All 30 mg.
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Tab1 Neuronal density(ND) and histological grades in hipp-
ocampal CAl of rats with cerebral ischemia/reperfusion
(¥ £5.n=6)
ND Histological grades(n)
Group —_———
( number/mm? ) 0 1 2 3
Sham 184.00 +10. 88 5 1
/R 108.70 +14.64° 4 27
I/R + All (10 mg) 134.20 +12.09** 2 4%
IR +All (20 mg) 159.60 +19.43°* 3 3°*

/R +All (30 mg) 131.30 +11.85%* 2 4%

*P <0.05 vs sham;*P <0.05 »s I/R.
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Tab 2 Changes in neuron apoptotic rate, number and 74 of P53
immunoreactive cells of hippocampal CAl of rats in each

group (X £s5.n=6)

G Neuron apoptotic ~ Number of P53 1A of P53
oo rate (%)  immunoreactive cell immunoreactive cell
Sham 2.43£0.39 18.44 +£5.53 9.38 +4.56
/R 10.43£0.42°  108.00+20.15° 33.196.13°
VR+AL(10 mg)  7.85£0.53°%  36.63+17.65°% 18.25+5.01°*
VR+AI(20mg)  5.55£0.70%* 50.3816.67°% 15.79+4.23**
VR+AI(30mg)  8.08+0.74% 65.80+20.32%% 19.354.12°*

*P <0.05 vs sham;*P <0.05 »s I/R.
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Fig2 The effect of allitridi (All) on expression of P53 protein in hippocampal CAl of rats with cerebral ischemia — reperfusion
( %x400). A: sham; B: I/R; C: /R +All 10 mg; D: I/R + All 20 mg; E: I/R + All 30 mg.
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