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Detection of IL—-6 and VEGF levels in chronic subdural hematomas and their meanings
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[Abstract] Objective To explore the role of interleukin-6 (IL-6) and vascular endothelial growth factor (VEGF) in the
development of chronic subdural hematomas (CSDH) and its mechanism. Methods The levels of IL.-6 and VEGF in outer membrane of
CSDH, hematomas fluid and the serum of peripheral venous blood were detected respectively by emzye-labelled immunosorbent assay
and immunohestochemical technique in 20 patients with CSDH including 18 males and 2 females, who received the operation of burr
hole and drainage (observed group) and the serum levels of 11L.-6 and VEGF in 10 healthy volunteers including 9 males and 1 female,
who served as control group. Results (1) There were a number of Eosinophile granulocytes and red blood cells in CSDH and the many
capillaries proliferated in the outer membrane of CSDH. The high expression of VEGF was observed in the outer membrance of CSDH.
(2 There were insignificant difference in the serum levels of VEGF and TL.—6 between both the groups (P>0.05). The levels of VEGF and
IL—-6 were significantly higher in CSDH fluid than those in the serum of the control group (P<0.01). Conclusions They are suggested that
[L-6 may take part in the local inflammatory response of CSDH, VEGF may be an important factor in the formation of new vessels growth
and IL-6 and VEGF may play an important role in the development of CSDH.
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