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[Abstract] Objectives To explore changes of the levels of intercellular adhesion molecule-1 (ICAM-1) and C
reactive protein (CRP) in blood serum of acute cerebral infarction patients, and to find the relationship between these
changes and brain injury after ischemia, Methads  According to the bulk of infarction, acute cerebral infarction pa-
tients were divided into three groups. The levels of ICAM-1 and CRP in serum were examined at the time of admission
(within 72 h from the onset), at the end of the 1st week and the 4th week after the episode, At the same time, the
data of healthy persons were collected as control group, Results (1) Early after the onset of cerebral infarction, the
levels of ICAM-1 and CRP in serum had positive correlation with the bulk of infarction{P<I0. 05). (2) The levels of
ICAM-1 and CRP in serum of big and middle-sized bulk group descended significantly through the whole course (P<C
0.01) compared with those early after the onset; but in the small bulk group. onty CRP descended significantly
through the whole course {P<C0, 05}, (3)Compared with the control group, ICAM-1 and CRP levels of the cerebral
infarction group were significantly higher in acute stage (within one week from the onset). In the stage of recovery,
only CRP was significantly different from the control group{P-0. 05). Conclusion ICAM-1 and CRP levels have
obvious relationship with the bulk of infarction and can reflect the development of cerebral infarction.
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