EEHRA2 -1

K4 (KF) AT S BIINR)

oo R E L (R

oL & s MRS 7085

B GEA K264 4H30H

phofg ot AR 4 55 1 HiZ Y

% & B ARBRERFEIER

FALE L B Autocrine CXCL12 regulates the proliferation of glioma

stem cells
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