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Progress in research and development of botulinum toxin
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[ Abstract] Botulinum toxin( BT) is produced by clostridial bacteria, which can reduce the release of
neurotransmitters, inducing chemodenervation at peripheral nerve terminals. Now BT is widely used in
disease treatment and medical cosmetics. With the increasing understanding of its structure, molecular
mechanism and biological property, a variety of new BT products with different characteristics have
been emerging and its potential effects on central nerve system are concerned. The evidence levels of
market-available BT products have been upgraded and the new indications have been expanded. In this

article, we review the current progress in basic research and clinical application of BT to provide new

information for researchers and clinicians.
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BoNT HHX} 43 JFi itk 150 000, H AHXT 43 51 &y
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STL) VAT 1 EER

FEM 2 U, BT - T6Y7: (1) WLk JikE

- 531 -



[RI Rl (2R

540 %

i, JE R SR AR AR ) B RS AR HR B e 2 S5 AL 3K
TR —Z3AIT . (2) AENLIK 1 BERs 1z )
B, O OO0 T R R A AR Wl B RE R B R 4
(3) BEZRMRAS, ARNAS T BP0 J 22 2 R A 5
P SR B AR IR AR /N LI RE . 7E IR
THRWLITAYT 76 A B IhRE R AU, TiR77
LT S  FE WA PR 2RI BT JRia i 56 FH T4 22
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