EiBBAFER (M)

Vol.39 No.4 Apr. 2019
JOURNAL OF SHANGHAI JIAO TONG UNIVERSITY (MEDICAL SCIENCE) L7 Ro-A Apr

428 |

ARMEABEEXHRREERERIVG PHERAT R R R

HILER, JHhE
IR ERFEEZ M E R v AR OGO RRES L, E i 200030

[FEE ] B R BARAL & — 2% WL EL™ S 5 R e i e, R IR PR A AR B R LR ARMT A, Sths, FENkItE fm,
BUIBZS M i 7 R — 055 0 A S TC I 7 2, 3K — JE AT SUBR Ay it 245k WA AE (treatment resistant depression, TRD), 747
FEARIE T G R Y Pl B R AR L, 4 TRD 284 WA B A6 T8 . KR P I R B PE Y A - DU KRRt R i 4 T
I8 P9 Rk 38 52 A R PR DL BUIMARYE I, X 2 R ph e A R A IR AR R R B, BTk R RS PG TR I, 1% 085 B T4
S FH K TF A SR i e ) T KRR 3 R e P s U IAR A PV — 253k
[R8EIR ] SNEM, MIRTERIRR 258 WA, A7 WUERREY WIEMEMeAERR T, WM HINGREE S SEs, N- §
B -D- RARRZ A
[DOI] 10.3969/j.issn.1674-8115.2019.04.018 [ HE4ZEE ] R7494 [ XHM#RER] A

Action of ketamine and endocannabinoid system in rapid anti-depression therapy

YAO Ya-min, FANG Yi-ru
Division of Mood Disorders, Shanghai Mental Health Center, Shanghai Jiao Tong University School of Medicine, Shanghai 200030, China.

[Abstract] Major depression disorder (MDD) is a common but serious affective disorder in modern society. Suicide idea and suicide behaviour induced
by MDD during its later stage put a heavy burden on society and family. Anti-depression drugs lack efficiency in treating a portion of MDD patients. This
is referred to as treatment resistant depression (TRD). A study reported the rapid onset and long lasting anti-depression effect of ketamine, which also
come into effect in TRD patients. A’-Tetrahydrocannabinol is the active substance of marijuana, which also exerts rapid anti-depression effect via targeting
at brain cannabinoid receptors. The two central nerve system stimulants belonging to the tightly controlled psychoactive substances have obvious adverse
effects. This article summarizes the action of ketamine and endocannabinoid system in rapid anti-depression therapy in recent researches.
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L1 LAl fEe it

Bl A RSN, SR AR T - /AT
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(a-amino-3-hydroxy-5-methyl-4-isoxazole-propionic acid,
AMPA) SZ{k, 34 IR P v 2 A K P (brain derived
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Zh ¥y S E MK 1 (mammalian target of rapamycin,
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hydroxynorketamine, 2R,6R-HNK) 1 & & M B 1 £ it
Py, IR EABUMARE s R AEBTIAR R FH HL IR
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system, ECS), 4L ¥ K W 2 2 £ (cannabinoid
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(nandamide, AEA) Fi12- £ A= Ft H W (2-arachidonoyl-
glycerol, 2-AG), AR AHICHGE:, 4nMaima it ik i By
(fatty acid amide hydrolase, FAAH; 5 AEA P& fiR#H%).
B H 3 S 5 B8 (monoacylglycerol lipase, MAGL; 5
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57 s AN RIS A DAY B VR T T AR A i
Ypht, B A& B AEA T 2-AG, ECS % —/MFErig AEA
B 2-AG H 2 i Je W8 I 14 P T 2 Al i s 4 5 52 k1
AEA. FAAH 5 CBI Z R (LA pii . RyE 533K
HIAH OGN X. (i anA& EE /M A% L Ty, PR
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I ECS,
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FN§ 3 (hypothalamic — pituitary — adrenal, HPA) ##Jf-
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ECS 2 5115 i I /5 18 IR B vh ke 9 VR T, kil 5
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BRIBESE * R W, Fh] ECS @K 2 5 nss e i bk K
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2.3 ECS 5 BDNF [k
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ek Y, AR EBFZE T UE CBI 22 A i g vl 12 i
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ZURIGILE s (ERK/MAPK) 5 i Frik g B C-y/Ca™
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(1) s N 7. KERFZE ™ UEW] mTOR {55 I /£ 1
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