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Expression of Bcl-2 and Bax protein in contusive brain tissue in patients of different ages
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[ABSTRACT] Objective: To study the influence of different ages on expression of Bcl-2 and Bax protein in the contusive brain
tissues after traumatic brain injury (TBD), so as to probe into the molecular mechanism of the age influence on the prognosis of
TBI patients. Methods: The expression of Bel-2 and Bax protein in contusive and lacerated brain tissue ( within 3 h to 9 h after
trauma) in aged group (= 60 years), adult group (19-59 years) and non-adult group ({18 years) was analyzed and compared
by immunohistochemistry method and computer micrograph analysis. The temporal lobe samples of 15 patients with temporal
epilepsy or vascular deformity were taken as control. Results: The expression of NGF, Bcl-2 and Bax protein in the contusive
and lacerated brain tissue was higher in the 3 TBI groups than that in the control group. The ratio of Bel-2/Bax expression in
aged group was significantly lower than those in the adult and non-adult groups (P <C0. 05); and the ratio of Bcl-2/Bax
expression in the adult group was significantly lower than that in the non-adult group (P<C0. 05). Conclusion: The expression of
Bel-2 and Bax protein after TBI is influenced by the age of sufferers; the decrease of Bel-2/Bax ratio might be associated with the
neurological deficits after TBI in aged patients and the higher ratio of Bcl-2/Bax might be associated with the better prognosis of
TBI in non-adult patients.
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Tab 1 Expression of Bcl-2 and Bax protein in brain tissues adult,non-adult and aged patients after traumatic brain injury

(z£s,mm~?%)
. Frontal lobe cerebral cortex Temporal lobe cerebral cortex
Protein Non-adult (n=10)  Adult (n=25) Aged(n=11) Non-adult (n=10)  Adult (n=25) Aged(n=11)
Bel-2 273.0x£30.6 267.81+27.1 264.51+£28.8 271.8+29.6 267.0+£18.1 265.2+23.9
Bax 274.21x28.6 405.2+31.2"% 454, 7£41.0 4 265.7136.6 386.8+41.8~ 464.74+47.174
Bel-2/Bax 1.00+0.12 0.66+0.07" 0.58+0,05*~ 1.0240.09 0.6940. 08" 0.57+0.06"%

* P<Z0. 05 vs non-adult; 2~ P<Z0. 05 vs adult
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