2014 4F- 8 H o R R AR R August, 2014
¥24% Hel CHINESE JOURNAL OF COMPARATIVE MEDICINE Vol. 24 No. 8

ey
HASEIR
)

é.\‘/-/\/-‘/\‘/-/\/-‘/\/-

/BT EAE Cuprizone JIT ZUHEHE i 2
SRR A g U A

R FHAM R R,E A
(1. BEHERKFTRERGWIIRE, LT 100053; 2. b E R EL SRR, S8 230038)

[FE] /INEFAME(microglia) & HAX 128 R FE (CNS) H A B S 5e WAL A0, J2 CNS 14 35 2 21 Wi B 4, #)
B CNS AUEE—iB S RE B2k . /NIRRT AL =14 2% CNS B iY B B0 B 2 — | oA 2 & PR 4L (MS) I & 9%
I ERTIREE T A A, MS LU SN | BEE B A S 405 S R BERRIE 1Y CNS 9%, MS 5 K 256 311 0 s
Yym] DL s A /NS A0 ML, LV R &2 4%, AT BOR MR AE . — 1T /1N 0 20 B w3 o 2 e e il 58
PR B 28 IR N 7 AR IO S RE RS I P A0 52 5 55 — 5 T/ RS 5t 40 R I P S s BTl e P R 7 L A il R R
il S8 of P 28 ST RIS A0 M R 3R B HEVE . Cuprizone OB 2 R BBE 1% ) JIT S50 8 0 2 sh 4 485 A0 2 AF o s i P2
B A2 A FRAELRRSIRY | T figt /DN G S50 200 B A RUEE X 1 B A MIS Y R e e, SR vA T LS B T A HE A AL
FREE S TEIAS SO /N BT A ITE cuprizone ST E50HE 8 M 2% S A58 2 rp ) SR MEAVE I A— 253 .

[RiR] /INRFRANM ; 2 % AL ; Cuprizone ST ; XU PE

[RESZES] R33;R744.5 +1 [ XktRiIRFEG] A [ XEHS)1671-7856(2014) 08-0053-04

doi: 10.3969. j. issn. 1671. 7856. 2014. 008. 012

Dichotomous roles of microglia in cuprizone-induced
demyelination in animal models of multiple sclerosis

LIANG Meng-ru'*, YIN Lin-lin', CHEN Guang-liang®, LI Lin'
(1. Department of Pharmacology, Xuan Wu Hospital of Capital Medical University, Beijing 100053, China;
2. School of Integrated Traditional Chinese & Western Medicine,
Anhui University of Chinese Medicine, Hefei 230038, China)

[ Abstract] Microglia are the inherent macrophages and immune surveillance cells in the central nervous system
(CNS) and compose the first guard of immune defense in CNS. The activation of microglia is one of the pathological
features of many CNS diseases and acts as an important role during the multiple sclerosis (MS) process. MS is a CNS
disease characterized by neuroinflammatory infiltration, demyelination and axonal damage. Accumulation of activated
microglia at the injury site has been observed in brains of MS patients and experimental animals with complicated
mechanisms. Microglia have both detrimental and beneficial roles. For instance, microglia have been shown to recruit and
reactivate T cells in the CNS and release many detrimental molecules such as proteases, inflammatory cytokines, and free

radicals. Conversely, they have also been observed to aid in axonal regeneration and remyelination as well as assist in the
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clearance of inhibitory myelin debris. In addition, microglia have been shown to release a variety of neurotrophic factors.

Cuprizone [ oxalic acid bis ( cyclohexylidene hydrazide) ] is a well-known copper-chelating agent. Cuprizone ingestion in

mice induces a highly reproducible demyelination of distinct brain regions. Discussion on the detrimental and beneficial

aspects of microglia in cuprizone animal models will serve to better understand the development of MS and find out new

therapeutic targets. This review will further our understanding of the dichotomous roles of microglia in cuprizone-induced

demyelination in animal models of multiple sclerosis.
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