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Relationship of Plasma IL-17 and IL-10 Levels
with Acute Cerebral Infarction
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[ Abstract] Objective: To explore the relationship of plasma interleukin-17 (IL-17) and interleukin-
10 (IL-10) changes with acute cerebral infarction ( ACI). Methods: Thirty-one ACI patients served
as patient group (infection group and non infection group), and 15 healthy people served as control
group. The degree of neural function defect score was performed in the two groups. Pasma IL-17 and
IL-10 levels were measured with enzyme-linked immunosorbant assay at the 1%, 3™ and 7" day after the
onset of ACI. Results; Compared with control group, IL-17 levels were increased in patient group at
the 1%, 3" and 7" day (P <0.05), and reached the peak at the 3™ day; The plasma levels of 1L-10
didnt significantly change at the 1st day and obviously increased at 3" and 7" day. The levels of IL.-17
and IL-10 were increased with the increase of neural function defect degree at 3" and 7" day; The lev-
els of IL-17 were positively correlated with the levels of IL-10(r =0. 463 ,P =0.00). The IL-10 levels
were higher in infection group than those in non infection group at 1*, 3™ and 7" day. Conclusions:
IL-17 and IL-10 levels are increased in ACI, which may be related to the severity of the disease; The
levels of IL-17 are positively correlated with the levels of TL-10.
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Tab.1 Comparison of plasma levels of 1L-17
between patient group and control group
il P AR ZE i 1]
BEH F1KR
H3 KR
HTR
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Fig. 1  Correlation of IL —17 with NIHSS in acute cerebral infarction patients
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Fig.2 Correlation of IL-10 with NIHSS in acute cerebral infarction patients
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Tab.3 Comparison of 11.-10 levels between

infection group and non infection group
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e e
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