ABEFRKEFRE 20154 K24 % H3MW

J REG ANAT OPER SURG, 2015, Vol. 24, No.3 . 333 .

spinal cord injury in mice[ J]. PLoS Med,2009,6(7) :1000113.
Kigerl KA, Gensel JC, Ankeny DP, et al. Identification of two distinct

—
N
~

[

macrophage subsets with divergent effects causing either neurotoxicity or
regeneration in the injured mouse spinal cord[ J]. J Neurosci, 2009,
29(43) :13435 - 13444.

[28] Zhang Z,Zhang ZY ,Wu Y, et al. Lesional accumulation of CD163 +

—

macrophages/microglia in rat traumatic brain injury [ J ]. Brain Res,
2012,1461:102 - 110.
[29] Zhang Z,Zhang ZY ,Schittenhelm J, et al. Parenchymal accumulation of

CD163 * macrophages/microglia in multiple sclerosis brains[ J]. J Neu-

roimmunol ,2011,237(1-2) ;73 -79.

[30] Liu C,Li Y,Yu J,et al. Targeting the shift from M1 to M2 macrophages
in experimental autoimmune encephalomyelitis mice treated with
fasudil[ J]. PLoS One,2013,8(2) :54841.

[31] Roodveldt C, Labrador-Garrido A, Gonzalez-Rey E, et al. Precondition-
ing of microglia by alpha-synuclein strongly affects the response induced
by toll-like receptor (tlr) stimulation[ J]. PLoS One,2013,8 (11)
€79160.

(&« JE /)

FRAMAESKETSRMNERRFPHIIER

Role of airway epithelial cells in the pathogenesis on respiratory allergic diseases
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Current situation and domestic prospect of laparoscopic hepatectomy in treatment of hepatocarcinoma
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