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KRR T T Mila—B M/ BHRMRA &2 -T2 %
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T, TAMaYA FRMERE DY F T ABES B Vi3
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F Y AR IRELIATY. Y7+ YOBEH
Sikd 5 &, RADOKEKTE~S T + 1) ¥R Plexin 235 3EH
L, TR 2 0ke L, SEin o iE» S Hfizia Lo L L
72\ bW 5 neuroinflammation & W) IREZ AR T 5 DT
Tt EzZonT$. NMOWHE L CREEMZET 54
AQPA HUKDMAT & A D JE N T M % @8 L, #ifdkAr
PEC7 A g A MEEEZ X T IENHRICHDEEZS
nFd (Fig.2).
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Abstract
Aberrant cross talk between immune cells and neural cells in demyelinating disorders

Yuji Nakatsuji, M.D.
Department of Neurology, Osaka University Graduate School of Medicine

The immune and nervous systems have similar functional characteristics. Both have an intricate network of
synaptic connections and an exquisite communication system that enable to maintain homeostasis. Although
semaphorins were originally identified as guidance cues in neural development, several semaphorins such as
Sema4A and 4D are involved in various phases of the immune response by regulating immune cell-cell contacts,
immune cell migration and immune cell-neural cell interaction. Inappropriate expression of Sema4A, 4D, and their
receptors Plexin-Bs by undetermined mechanisms causes neuroinflammation that leads to demyelination. The
pathogenic role of the anti-AQP4 antibody in NMO has been speculated based on studies in vitro. The fact that
passive transferred IgG collected from NMO patients who underwent therapeutic plasmapheresis exacerbated
EAE indicates the pathogenicity in vivo. When the antibody once penetrates the blood-brain barrier probably un-
der an inflammatory condition primarily causes complement-dependent astrocyte damage.

(Clin Neurol 2011;51:894-897)
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