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Relationship between HAX-1 expression and neuron apoptosis after cerebral ische-

mia reperfusion injury in rats
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ment of Neurology, Southwest Hospital ,> Department of Biochemistry and Molecular Biology, College of Basic Medical Sciences, Third Mili-
tary Medical University, Chongqing, 400038, China)

[Abstract ] Objective To investigate the relationship between HS1-associated protein X-1 ( HAX-1)
expression and neuron apoptosis in rats after global cerebral ischemia reperfusion injury. Methods Rats were
subjected to global cerebral ischemia reperfusion injury through four-vessel occlusion, and then the experimental
rats were divided into 5 groups, normal group (NC), 6, 24, 48 and 72 h post injury groups (n =35 for each
group). Immunohistochemistry and TUNEL were used to detect HAX-1 expression and activated Caspase-3,
and cell apoptosis in cortex of rats. Results The expression level of HAX-1 in ischemic cortex was peaked at
6 h (37.60 £3.45), then decreased at 24, 48 and 72 h (11.40 +1.14, 10.40 £1.52, and 9.80 +1. 30 re-
spectively) , to an extend lower than the normal level (P <0.01). The expression of Caspase-3 in ischemic
cortex was up-regulated after global cerebral ischemia reperfusion injury in rats with the prolongation of injury
time (72.80 +£5.49, 106.20 £6.91, 129.00 £19.74, and 166. 20 + 15. 32 respectively for 6, 24, 48 and
72 h post injury). The number of apoptotic cells was increased obviously with the elapse of time (92.00 %
9.06, 133.80 +10.64, 157.00 £10.83, and 187. 80 + 14. 96 respectively for 6, 24, 48 and 72 h post injury,
P <0.01). Conclusion The expression of HAX-1 reachs a peak in a short time after global ischemia reperfu-
sion injury, suggesting it may be involved in the anti-apoptosis of neuron apoptosis. With the elapse of injury
time, its expression is decreased and associated with the increase of apoptotic cells.
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*1 2ERnBETIARERAL HAX1 EAFRE ATRAY
YR %Y  Caspase-3 BRTEMMIERIET (v +5,n=5)

213 HAX-I‘ FH M= 240 i TUNEL [SH& caspase.%ﬁﬁlht
WG IR Ik
A 19.20 £1.79 51.00 +18.38 35.40 +7.96
6 h4l 37.60 +3.45% 92.00 9. 06* 72.80 £5.49°
24 h 41 11.40 =1. 1420 133.80 +10. 642> 106.20 +6.9120
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0.01,524 h#ark4; d: P<0.01,5 48 h zarbix

3 e

5 270, A2 Pk I A 114 = B A, Bk L5970 %
K INARBE , TR SE A R IR AR, 2 H AT E A
AhE L R OG0 B IR, B 2 2 R )2 X i e i % A
R D5 66 %) e i, T s i 2 A L S SR PR T
M2 M AE R PR T B LR A AR T
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LA, 2D 543 T PN X RIS, 76 4R Y R LAJE
IR — R AA, % 35 5 R Pl T /R Y. Cilentd
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il Omi/HirA2 X HAX-1 (4008 T4 HEA 7
o YANMLE T RS SR, SOk AR T HAX-1 KA R
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T A il S R UTBR A O LA R HAX-1 2R Y
TR FECT A SRISET

AW A, HAX-1 FAE 6 h SRk, i
24 48 72 h FikmEFFIL, HHM T IEH 4 (P <0.01) ;
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