—416— R IR AR IR A 2015557 A2520%5:55 78 Chin J Clin Neurosurg, July 2015, Vol. 20, No.7

LI WFSE.

NS CXC ¥tk R iR 16 7K 5 fii &k
SRS ) e &

G & GAE Z i 8 ®

(AZ] B BT CXCELN TR 16(CXCL16) SNSRI AR R . F73% 20124F 1 ] % 20144F 1 A UiiA
iy ik e 7 S5 e L P 160 A R 100 91, LA B kA 54461, AL sl 18 4], 5 A1 Bl koA 28 1] 5 B RE e A 23 461,
HhEERAE 35 451, ERERAE 4209 3 PRI B IE B SR R MRS 2 15 RS X E  RHIBCHE S W MR ASIN IfL  CXCLI6 ¥R . 45
B 5X R CXCL16 ¥ FE(1.15+0.11 ) ng/ml] FAS 15 1M 45 82 28 4H 1M1 2% CXCLI6 1€ FE (3.25+0.24 ) ng/ml] i 25 T+ (P<0.05 ) 5 BA.4L
P BIIKBEAE 2H | FRLAG ANl RO 75 21 N A1 Bl ke A% 21 LU AL, 1l 3% CXCLI6 Rk B 2 S AN B e 127 5 L (P>0.05) 5 52 BE i 8l ik
B b RS ROMEAE 20 | R il sl DB 78 2H CXCLL6 kB2 43531 [ (3.0240.11 ) ng/ml], [ (3.1720.07 )ng/ml|F[ (3.36£0.12 )ng/ml],
BT (P<0.05) , S4B 2 = T4 AL (P<0.05) o 4518 A UMLK CXCL16 /K- 1] BE -5 ki 0 A8 9 78 A5 2, Xof i ol ol 7 At 5 7R ik 1
BRI T REA —E AR B BRI

[REi] SNsMshIkBeE ; CXCBILE TRLIK 165 3K CFR

[XZEHS] 1009-153X(2015)07-0416-03 [ XHk#RER] A (FEEHHRIES] R743; R 446.112
Relationship between human plasma CXCL16 level and stenoses of intracranial and extracranial arteries

XIANG Fei, XIANG Chun—hui, WANG Kui, ZHOU Han. Department of Neurosurgery, Central Hospital, Enshi Twjia and Miao
Autonomous Prefecture, Enshi 445000, China

[Abstract] Objective To investigate the relationship between human plasma CXC chemokine ligand 16 (CXCL16) and stenoses of
intracranial and extracranial arteries. Methods The plasama levels of CXCL16 were determined by enzyme—linked immunosorbent assay
(ELISA) in 54 patients with stenoses of intracranial arteries, 18 with stenoses of extracranial arteries, 28 with stenoses of intra— and
eatracranial arteries and 15 healthful subjects. The relationships of the plasma levels of CXCL16 with the stenoses of the
above—mentioned arteries were analyzed. Results The plasma levels of CXCLI6 [(3.25+0.24) ng/ml| were significantly higher in the
patients with cerebrovasclar stenoses than that [(1.15+0.17) ng/ml] in the healthful subjects (P<0.05). The plasma levels of CXCL16 were
significantly higher in the patients with stenoses of intracranial arteries, ones with stenoses of extracranial arteries and ones with stenoses
of intra—and extracranial arteries respedively than that in the healthful subjects (P<0.05). There were insignificantly differences in the
plasma levels of CXCLI6 among the patients with stenoses of different cerebral arteries (P>0.05). The plasma levels of CXCLI6 [(3.36+
0.12) ng/ml| was significantly higher in the patients with severe stenoses of the cerebral arteries than that [(3.17+0.07) ng/ml] in the
piatients with medial stenoses of cerebral arteries (P<0.05), which was significantly higher than that [(3.02+0.11) nglin the patients with
mild stenoses of cerebral arteries (P<0.05). Conclusion It is suggested that the plasma level of CXXL16 is helpful to the prediction of
severity of cerebral artery stenosis.
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