- 1180 - MREMESHE  wwwshengwuyixue.com Progressin Modern Biomedicine Vol14 NO.6 FEB.2014

DOI: 10.13241/j.cnki.pmb.2014.06.047

SRS AR OB RIS DR 5 i ) A *

DN - S 1 D VR N2
(3 B A R B B2 I O , Sl RS B R GE R % 200025)

B2 . 2 i 8 4B (monoamine oxidase, MAO ) Z AR 1 K 5K B f 0 —Ab By B AL M £ 4 SR BAL LR BRL 8 Bl . AR & 7 A
PR BACE R BAEE A Fo R BALEE B, LA A £ 25 H EILEB AT 2P LA ALEE B £ 250 £ 5- £E
Jie BeAh 22 70 L B B A 22 T Fed L2 J5 Rt | 1K A I A ARG T oA S R A 238 Bk L T S B RAGEEF ) A ) 48 4% B aT
) e B ACBE 09 3 e K 4 0 BAL T AT 3K B ISR A TE Tl AP R B B AL 0GR e K A R Y R R e BB E AL BT
oG kim, AL E R KL T HIUF L p BACBEIP R F VG R LA T 0657 a2 om0 ARE Fo s 1T 8R40 AT 18 77 @ 0 AT 8t o
FERIT): L BB A2 AR P ARIE i T SRR AT

mESES:RI69 CHEERIRAD:A XEHES:1673-6273(2014)06-1180-03

The Applications of Monoamine Oxidase Inhibitors in Clinical*
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ABSTRACT: Monoamine oxidase is a natural-existence enzyme in the human body, which catalytics monoamines oxidative
deamination reaction. The human body contains two kinds of monoamine oxidase: monoamine oxidase A and monoamine oxidase B.
Monoamine oxidase A mainly distributed in catecholaminergic neurons; monoamine oxidase B are mainly distributed in the 5- of
serotoninergic neurons, neurons and glial cells, these two subtypes can inactivate the monoamine neurotransmitter. Monoamine oxidase
inhibitors can reduce or eliminate the various causes of monoamine substance to reduce or monoamine oxidase activity is too high in
disease by inhabit the oxidation activity of monoamine substance through monoamine oxidase. This paper summarizes the latest progress
that monoamine oxidase inhibitors are used in the treatment of Parkinson's disease, Depression and Helicobacter pylori in clinical.
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