[ B b 225 2 22 40 B 2 i 2017 4 44 2 43 4

1

i

SIS E R M EEmiE CXCLI2 7k F 5K EEXERR

E5, g ned, L, % R, Aned, ek
EMNEFREWEERANZAR, LA GENT 256603

B E:BH RIS R R R R CXCL2 K- 1 3l 25 748 Al B H X BUS (9 #2 , BAK IfL3E CXCL12 K5
XS KB AR SC &R o Toik R 2 R I T i i i A 34 ], TR 24 /NI BB 3 R VT RIS 14 KR A ELISA
TR L3R CXCL12 7K P, S48 ) 3 25 ] il B A Ay 2 1 Dy % FRZH o AR mRS 3436 i 114 i 28 2 43 S8 BUS K472 (mRS <
245) TG A RAL(mRS >2 43) o TR 24 /NPT 58 3 K FISE 7 RARYE T CT TH 50 AH XK iR AR, 868 i i il
20 24 /NI IS CXCLI2 /K (19.85 = 1.84) we/L Bl B 5 T4 B4 (11.34 £2.23) pg/L, P <0.01, Jij 4 iff 20 1 3%
CXCLI12 /K -AE45 3 RufHid EFF(22.56 +1.56) we/L, 7E45 7 K3k &4 (23.38 +1.53) ng/L, 7245 14 Ko TR (22.64
+1.78) pg/ L, G RIFA SR AEEH 2, BUSA R4S CXCL12 KT-FESH 14 KEFR LR FE; 94l if 3 CX-
CLI2 JKFAESE 7 RIS FIHS 14 R LB S A Gt B X, P 435 <0.05H <0. 01, Pearson 4 5614 43 #7 iR 5 3
KA T KM CXCLL2 7K P55 40 % 7K b A& B2 TEAH 56, AR G R4 1 (r = 0. 631, P <0.01) il (r=0.435, P <
0.05) . #it 13K CXCL12 JKFAE K 1l J5 B T &, 35 28 0 CXCL12 JKSF T i 8% BUG B 2e o 3B % CX-
CL12 7K F 58 4% Ay fidi 7K b B Al 135 97 32 LA 407 .

SE4ER) - 0P R IR M HE I 5 CXCL12 5 2 B Rankin 55 3% 5 U5 5 A /K b 7R FR

DOI;10.16636/j. cnki. jinn.2017.03.011

Correlation between plasma CXCL12 level and brain edema in patients with acute hyperten-

sive intracerebral hemorrhage

LI Sha, CAO Xiao-Yu, FAN Wei-Ming, LIU Qing-Xin, ZHOU Xiao-Sheng, Chen Jin-Bo. Department of Neurology, the Affiliated Hos-
pital of Binzhou Medical University, Binzhou, Shangdong 256603, China

Corresponding author: FAN Wei-Ming, E-mail: m-4m@ 163. com

Abstract: Objective To investigate the dynamic changes in plasma CXCL12 level and their influence on prognosis in patients with
acute hypertensive intracerebral hemorrhage ( AHIH) , as well as the correlation between plasma CXCL12 level and relative edema vol-
ume. Methods A total of 34 patients with AHIH were enrolled and ELISA was used to measure plasma CXCLI12 level within 24 hours
and at 3, 7, and 14 days after onset. A total of 25 healthy subjects who underwent physical examination were enrolled as control group.
According to modified Rankin Scale (mRS) score, the patients with AHIH were divided into good outcome group (mRS<2) and poor
outcome group (mRS >2). Relative edema volume was calculated based on cranial CT results within 24 hours and at 3 and 7 days after
onset. Results The AHIH group had a significantly higher plasma CXCLI12 level within 24 hours than the control group (19.85 +
1.84 pg/Lvs 11.34 £2.23 pg/L, P<0.01). The AHIH group had a rapid increase in plasma CXCL12 level at 3 days after onset
(22.56 £1.56 ug/L), a peak plasma CXCLI12 level at 7 days after onset (23.38 £1.53 wg/L), and a reduction in plasma CXCLI12
level at 14 days after onset (22.64 +£1.78 pg/L). The good outcome group followed this trend, while the poor outcome group had no
reduction in plasma CXCL12 level at 14 days. There were significant differences in plasma CXCLI12 level at 7 and 14 days between the
two groups (P <0.05 and P <0.01). Pearson correlation analysis showed that at 3 and 7 days, plasma CXCL12 level was positively

correlated with relative edema volume (r=0.631, P<0.01; r=0.435, P <0.05). Conclusions There is a significant increase in
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plasma CXCLI12 level after intracerebral hemorrhage, and patients with a continuous increase in plasma CXCL12 level tend to have poor

prognosis. Dynamic monitoring of plasma CXCLI2 level can provide a basis for the assessment and treatment of cerebral edema.

Key words: acute hypertensive intracerebral hemorrhage; CXCLI12; modified Rankin Scale; prognosis; relative edema volume
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