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[ Abstract] Obsessive-compulsive disorder (OCD) is a difficult-to-treat mental disorder with
uncontrollable compulsion and obsessive-compulsive behavior as the main clinical manifestations. Its etiology
and pathogenesis are not yet fully understood. A large number of genetic studies have shown that OCD is
hereditary. In recent years, research on candidate genes for OCD has gradually become a hot topic, mainly
including genes related to the serotonin, dopamine and glutamate transmitter systems. Serotonin includes
5-HT transporter protein gene and 5-HT receptor gene; catecholamine gene includes catecholamine oxygen
methyltransferase gene, monoamine oxidase gene and dopamine receptor gene; glutamic acid gene includes
glutamate transporter gene, glutamate receptor gene and SAPAP3 protein gene. The above mentioned genes
and their literature associated with OCD are collated and reviewed to provide important references for clinical
diagnosis and treatment.
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(AR /RIS A7 6 AL, 4 8 (L) A AL (S),
DA 3FRFERAL, T/, 1/S. S/S, 5 SEEA LR L,
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S 3RS RS S-HTTLPR J& = % 3L [A, {2
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PERRIECAT SR B 2 A EE Y RIS B
P S S B DR ) (e e 2 o B AT B R aE
U, AR L MR AE AE £ A 5 H AR IR A . X
Shy 5 38 AL S SR AL T — 25 19 S FF . Rashidi
2L A T A IR AT FE S SLC6AS AR E
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2. ¥ iz 4R 4k B (monoamine oxidases, MAO-A/B)
LN B E AL EE(MAO) 8 Ak B e (1) 81k, 045
MAO-A . MAO-BFFIE . MAOA F1MAOB H B>
FHAR B X Yo o PR IE PR i A, 5k R Rl =0 E D RE A7
TE— 8625 B2 BAR X MAOA I BFSE 80347, (1
MAOB VE R #f 2 I T A AL A B y — 2435 T 2 (GABA)
TR A SR S, RS A A R AR B
FEEMEN. BRILZ A8, i LA MAOB JEH 22 48
WEAE B 5065 20 240 F0 1 BRAE S0 A e,
I, X MAOB 3 A 5T AN RE Z 1

ARk, 5T B X AR 2 8RR %, (2
S i Z 0% T BRI IEE LR, 201645,
McGregor %5 2% 225 (ff FHT 18 B 1] 12 750 6F S5 DR 1
M (GxG), F& K 5385 A9 AH LA FH (GXE) 2847 TP
H 1 GxG W 5% & B COMT rs362204 43 51 5 MAOB
151799836 F1 rs6651806 AH FE. 52 M , &I 1 58 38 4 1)
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