— 516 — BRERKFFR 2021 £5 46 B2 5 3 ( Journal of Chongqing Medical University 2021.Vol.46 No.5 )

DOI:10.13406/j.cnki.cyxb.002745
P22 ik ot 5 S By i S i

ooy, % ER) L INERT, T X, FEE,EWA, N OF
(HRH EZ KA EIR KB LB, 22 M 730000)

[ ZE Vs IELZFE1E(Gilles de la Tourette syndrome,TS)%*ﬁ“ﬂ‘ﬁ/ﬁﬂﬁfﬁE@?E}ﬂ?};ﬁﬁﬁﬁﬁg‘fﬁg@ﬁ,é’{i\%\)[‘%g iAok
W AME R LI SO, 3550 LB AR S ANl fl A 2t 2 B — A 23 (R0 A998 s BRI AL i AN Bt E i1
FNZ AT RIHLHR TS 5 X H 2858 B B VI C AR o ASSGHE TS S 2tidh 2 W] i R A — 250k

[ K837 S B IR LR AL A 280 o s LB
[HESES]RT48

[ ZEkFRAEAG ] A [ ¥e#E B A )2020-04-08

Neurotransmitters and Gilles de la Tourette syndrome
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[Abstract]Gilles de la Tourette syndrome(TS) is a kind of neurodevelopmental disorder in childhood ,which brings a lot of inconve—
niences to children’s study and life,and seriously affects their physical and mental health. Some children have difficulties integrating
into the society when they grow up. The etiology and pathogenesis of TS are still not clear. At present,the widely recognized mechanism

is that TS has a close relationship with central neurotransmitters. This paper reviews the relationship between TS and neurotransmitters.
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