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Hyperbaric oxygen therapy promote the proliferation in peri-infarct region of cerebral artery occlusion rats”
Zeng Xiaopeng sMu Jun . Zeng Lingqiong®

(Department o f Neurology sthe First Af filiated Hospital of Chongqing Medical University ,Chongqing 400016 ,China)
Abstract: Objective  To explore the effect of different pressure(1.5 ATA and 2. 5 ATA) of hyperbaric oxygen therapy
(HBOT) on proliferation in the permanent middle cerebral artery occlusion(pMCAQO) rats. Methods Male SD rats were randomly
divided into 4 groups, including sham + air group, pMCAOQO —+ air group. pMCAO + 1. 5 ATA HBOT (1. 5 ATA) group and
pMCAO-+HBOT(2.5 ATA)group (n=20). HBOT(100% O,) was started 48 h after pMCAOQ, 1 h daily over 10 consecutive days.
Garcia score and beam balance test were performed after 28 d of pMCAO to evaluate neurological deficits. The infarct size and cell
prolifereation were analyzed by immunohistochemistry. Western blot was used to detect the level of cAMP response element-binding
protein(CREB). Results Garcia scores were 18 in sham—+air group,13. 25£0. 57 in air group,13. 80£0. 62 in the 1.5 ATA group
and 16.3240. 35 in the 2. 5 ATA group. scores of beam balance test were 3 in sham- air group,0. 98 ==0. 33 in the air group,
1.3040.52 in 1.5 ATA group and 2. 25+0. 35 in 2. 5 ATA group. infarct ratios were 0 in sham-air group,(33. 15+2. 66) % in
air group,(31.20+3.25)% in 1.5 ATA group and (13.5842.15)% in 2.5 ATA group. Compared to the air group,2. 5 ATA
group effectively reduced the mortality and infarct size. Also it increased the peri-infarct region cell proliferation with up-regulated
expression of CREB(P<C0. 05). Conclusion
pMCAO through CREB expression.
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2.5 ATA HBTO may promote the cell proliferation in the peri-infarct region after
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