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Impairment of non-specific immunity in patients under persistent vegetative state result-
ed from trauma

CHEN Jianl, ZHOU Dingfbia()l, ZHENG Wenfjiz( '"Department of Neurosurgery, General Hospital of PLA, Beijing 100853; > Depariment of
Neumwsurgery, General Hospital of Beijing Military Area Command, Beijing 100700 China)

Abstract: Objective To investigate the immune response in patients in persistent vegetative state (PVS) re-
sulted from brain injury by measuring the level of HIA-DR antigen expression on the surface of peripheral blood
monocytes. Methods  Peripheral blood monocytes were obtained from PVS patients and nomal control group by den-
sity gradient centrifugation. The enzyme linked immunosorbent assay kits were then used to measure the changes in
level of the monocyte HLA-DR antigen expression before and after monocytes activated with either IFN-r or LPS. Re-
sults Compared with the normal control group, the peripheral blood monocyte HLA-DR antigen expression fell sig-
nificantly in PVS patients (P<0.001), and the level of HTA-DR antigen expression on the monocyte surface of both
groups all rose motably after stimulation with either IFN-r or LPS (P<Z0.01), but it was still difficult for that of the
PVS patients to restore to normal level (P<0.05). Conclusion The function of non-specific immunity in patients
in persistent vegetative state resulted from brain injury is suppressed.
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