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Effect of brain-derived neurotrophic factor on BV2 microglia activated by ATP
Jin Haizxiang sWu Zhouhao
(Department of Anesthesiology , Haining Munici pal Hospital of Traditional Chinese Medicine , Haining , Zhejiang 314400, China)

[Abstract] Objective To study the effect of brain-derived neurotrophic factor (BDNF) in the process of adenosine triphos-
phate (ATP) activating BV2 microglia. Methods BV2 microglia was cultured by adding different concentrations of ATP. Then the
expression level of intracellular CD11b and BDNF and the secretion level of TNF-¢ in the supernatant were quantitatively deter-
mined by Western blot. BV2 microglia was treated by different concentrations of BDNF scavenger tyrosine kinase receptors B
(TrkB)/Fc and incubated by ATP. The expression level of intracellular CD11b and BDNF and the secretion level of TNF-q in the
supernatant were measured. Finally adding exogenous recombinant BDNF into cultured BV2 microglia, intracellular changes of
CD11b and supernatant TNF-q levels were detected. Results After adding ATP for cultivating BV2 microglia,intracellular CD11b
and BDNF expression levels and supernatant TNF-q level were increased with a dose- and time-dependent manner in some ranges.
After adding TrkB/Fc,the levels of intracellular CD11b and BDNF expression and supernatant TNF-¢ level were decreased with a
dose-and time-dependent manner in some range. CD11b and BDNF expression levels was decreased in a dose- and time-dependent
manner. Adding exogenous BDNF, the levels of intracellular CD11b and BDNF expression and supernatant TNF-q level were in-
creased again. Conclusion Intracellular BDNF expression is increased when BV2 microglia is activated and replenishing exogenous
BDNF can activate microglia. Therefore BDNF may play an important role in the microglia activation process.
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sin-related kinase B/Fc, TrkB/Fe) W B 2 [ 4 il 4= Bl £ 2 7]
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Hbt R CDL1b Z seBEdi A A 56 E Santa 23 F] 5T o B E A
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A E) S JBLRR WS R B 16 S B FL L R B L S e B AR 2 R
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I A DMEM, R W& T 2 40 MOV 50 . B A 85 35 i L 38
WL 4 PETEN

1.2.2 Kl ATP XF/NBET 40 i 09 5% 0 BV2 40 B LAAH B %
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U IFWEE 500 pmol/L ATP A [ i I 1) %5 /I8 188 J5% 48 i 1)
AL

1.2.3 & TrkB/Fe /N0 40 g /9 52 m R A A R4l
ATP H . TrkB/Fc. ATP + TrkB/Fc 1 pg. ATP + TrkB/Fc 5
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1.2.5 BAGERSE K BT 10 % SDS-PAGE ki1t
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JINIRE JE 440 i 3k A2 B BDNF K730, 5 % B4 He 4% . BDNF i
ATP 345 5988 i 4 ) &2 (P<<0. 01) . #E 74 2 500 pmol/
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