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Progress on antidepressants

LI Yue, HE Min, ZHANG Lei-yang, QIU Fu-rong, CHEN Wen-wen, WU Yu, YANG Jiang-wei, JIANG Jian®
( Department of Clinical Pharmacology, ShuGuang Hospital affiliated with Shanghai University of Traditional Chinese Medicine, Shanghai
201210, China )

[ Abstract] Objective: To analyze and summarize antidepressants (ADT) available in clinical treatment and trials. Methods: Recent
literatures on ADT are reviewed, and drugs are classified and summarized according to mechanism. Results: From the first-generation ADT
including tricyclic antidepressant (TCA) and monoamine oxidase inhibitor (MAOI) to the second-generation ADT focusing on function of
monoamine transmitters and receptors, the past decades have witnessed the era of monoamine, with concentration on regulation of uptake
and efflux of monoamine transmitters. However, with the development of rapid-acting drugs, like ketamine, researchers have paid attention
to other mechanisms of drugs, like regulation of glutamate and GABA transmission. Conclusion: The development of majority of ADTs will
still focus on monoamine, while targeting glutamate and GABA transmitter and combined therapy are the growing trend.

[ Key words ] depression; antidepressant; monoamine transmitter; rapid-acting antidepressant
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BSOS T 1], AR A S BUNAR 254 i F
RS %

1 BT B R EMEE RN A

H M ph e A Bl R e LISk, FRR R 259 R Sl
PR K e B0 . SRR M 2838 AR
W28 NI AZ I iy, A5 I 2 . BTAR e S IX
15 At P it 2 356 O B AS B T — SR AR R 2 Ak
W45, PRIEAE I ARAE 19 & A B K I R i
FlE RT3 WM AR AE 5 B e b 22388 T 5- 2 6
f% ( 5-hydroxytryptamine, 5-HT ) , ZH B FIE &

( norepinephrine, NE ) FIZ % ( dopamine, DA )

) G AR A O o R i R 5 Ml 1 B IS 28 32 ST
WEE W BB S f iR, FE IR A AMARAE . & T HUi%
P23 T M) 25 4 FR LTI ASTR], BT 43 TCA
MAOI. SSRI. SNRI FH AL 52, F 1 4 435l
A 28 HAE AL Kl R FH
1.1 % — Ry 2 4

BRIyt A = B MAR s Y

(tricyclic antidepressant, TCA ) FI 5 iz 48 1k [ 1)

9 11 7 ( monoamine oxidase inhibitor, MAOI ) ,
FiT #5380 S-HT 1 NE (9 P8R HC, 2 /8 ik o
5-HT I NE B9 & & K #AE M, 5 & T il 5 ke 4
OB TG, B L PR A 220 BT R A . T A
TE&E W AN RFRBEAS R I . 5-HT Z5451iE 55 XU
XPRGY A FRIRIRN—Z M2y, (B HT
1R Y7 HoAth 25 %) JCRL Y EE M ARAE (major depressive
disorder, MDD). #2 #i SCHk it 3, TCA X 4% B 1)
MDD & & iR Y7 AR F MAOIL, MAOI XA Y7
I 12 0y % BEAIARGE 8 A A0 eAh, stk
B, £ T, MAOIL 5 & YAH BAE I RAS RS
ARS8 /N F T3t R i B A AT A3 AR 17 O
T X L2
1.2 #HM 5- A e ERBETH A (selective serotonin
reuptake inhibitor, SSRI )

e # E S-HT 45 55 B ) 500 (SSRI) BH Wi
Z¢ filh 7 %) 5-HT ¥% i2 & H ( serotonin transporter,
SERT) , ffif5 2 il S-HT /K-F-WEa F+ @, & H
TG PR 0 FH e R 32 f BT AR 254 . X 225 %t
NE #9520, JUFAm DA B Ek, AR
MBI VEIT . ARV WA B R BT IR REVE T
fH R R B B2 TCA F1 MAOT M H, K Kk 2

SSRI J& — & B HTMARZS Yy, L) Lo PEAE PR 22 A 1]
HCH BT AR 25, (AR JLTE B R 88 T
SSRI, 7EJLERIAS) & Bz A AR B, T
BT REAEZL T /D b, B SR T AR LY
UK, P AR 2 R A L, A R 2 5L
P 2 PR T A bR LR e 4

13 HFM S FEEME T E LR E BRI E A
(selective serotonin and norepinephrine reuptake inhibitor,
SNRI)

BT I0 S-HT By FE 2 4, BE#2E 5-HT
AV b 2R ARG R ( SNRI) A g 41 1l
Xt NE (4% E . 15 SSRIAHHL, SNRI J254y i %8
GygEMKE . iR . HTRA RN, TER- e
TaFmIn . SNRI AR WA Sk H A
ZEESCIE e L BRI TUTT ROAE T oK 18 . A2 Tié
K1 5 o Ad SNRI Y HL I B A AN [E], B X NE
FHE8 B i CR o T Al 25, AE B e B
NE FH MGl A m oL T, /T IR 7 A Rt 52
HoAl SNRI VG YT B F AMUH A 52 57 ( dorsolateral
prefrontal cortex, DLPFC ) TR E P,

1.4 BT 5 b 3 A G4 AR 2

XTI 245 47t 238 3 5 M B e 24 22328 Jo
KA, AEJEHLII AR T SSRIFT SNRI, HOR I
I g Al ML Y ) HTAMAR 25 W05 Ws . BR T ] SERT 2
A, XEEZGYIA R S-HT SZARIGE, 2i& A
TER T 5-HT M i, @ Ml NE Al DA /9 #
TR EER
1.4.1 ZHE R EBER S- ke R T
7| (noradrenergic antagonist-specific serotonin
antagonist, NaSSA )RR Y2 KA -, Al il
o, B FRREREZAAR, [EiE NE PURR 2R v i R 5
[ BT 5-HT, 00 F 5-HT, 2244, fifif§ 5-HT. DA
FINE 1EK 2 JZ R . 55 SSRI A SNRIAH L, 2%
U E AR = AEAN 5-HT sefE RSP (NaSSA)
RERE i P 1 ot 22066 B /K P-4 3 B vy, I HLR AR R
O, RAFREMMIER, 2SR REHE, HAaH
IR B9 RN, AT FRoph a5 A MRS T 24
FFIRYT ZAEMARRE 7
1.4.2 5- 52 (0 i 45 0580 AP B il 7] ( serotonin
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S MR, — 5 T, FLATH ] SERT, 45470 5-HT oy 05
S, HOM S 5-HT ) Ak, SNk 5-HT )
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1.4.3 ZHVE ERRE N2 U AR B (norepine-
phrine-dopamine reuptake inhibitor, NDRI) 1t 3 24
YyIe AR IR, R SRR 5-HT WA W, 2
AN T NE Fl DA fFRE. NS RZE0
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IR S i B A 2, ARy AR U0 e kA
i) 5 AL 5 | S F0AIARE A8 5 AR S IR T R T, (HAERE
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1.4.4 5- ¥ 64 i 3 o3 B0 3h R — 5 BCa R
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JiE T BRI, AR A TCA Fil MAOT 2R 259)3R
J7 5 MBS a7 R S BARES, D)0 25 i 4
IR | SChrikaE . SCRIPEIRE >4 . Ak, Bk
BARFR A 1

2 R INEB A

FIARAE (%) P 28 0] 38 P AR U N A 5 1Y) 2B S
TSR 11 25 )R 5 A7 DGl BR A A5 A AR &R, 4T
TARZ W) 5 BB I 5 i Z (] A IE 2R, 1840 5 fh 7y AT
YAME, A REIR AAIARAE . 2 I b 22 T
Y 2238 B B R 3T o, SRR HE S i A TP AL
It HAER T B ) _EAEAESESR , H AT AR 259 T
DLy A PR RN RF L BT AR OR o A N- FIJE -D-
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HE B PFC Sl R G pE s P
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RSO A o, XA K BRI A ] NMDA 3%
PRI HL 48 T Bk
2.2 HFF A A NR2B T 2 NMDA % R4 Hi7]
CP101,606 & E 3% 4+ 4 ) NMDA 52 {4 i 55 Bt
I, PRSP & A NR2B I FE 1 NMDA 214,
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Jo 45 B i S Bl AR A R, CP101,606 AT LA 8 1k
SR TIRE, FRARY A L U ORI Ak X
B 52 BRI R ) B R R 5 BT BRI 25 A I R
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2.3 NMDA Z R+ & B L & #3520 3 7l
GLYX-13 J& NMDA SZ K 2 2 o s 3 73
SR, BLAT R AN P RCR . FER BRE S U1 R,
GLYX-13 Fp 53 17 F s b AL CA1 %
A NR2B W.H: ) NMDA 2 1A (5 538 B s B, [H]
B AR OF T B AR S 5, DS T A R B
TES AT M 2F 5286 b, GLY X-13 R HEAK 6t i 2
AT R R B0 2 GLYX-13 K #EA4E 5 25 ik
PI3K/AKT/mTOR 15538 }% i i & S T Uie i i 28 ik
VGF 194 i P ¥ GLYX-13 B 3 7 5 ik oy il Aif
it Bz )2 (medial prefrontal cortex, mPFC ) fgJ
AEHCIIAR AR, TR GLYX-13 7] RE M 4 B H2
mPFC A NMDA 52 {Kf) NR2B 7 K, A il 8 90 58
e B B AS B R R P81, GLY X-13 H i 7E I AR 52 36 [y
B, FFIRYT AR AE AR 18 AE o
2.4 BER - FER AT
ML, AR R AE T mTOR 15
S K, N2 fok B R, LI 5 i i T RE
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GABA fg Pl #i & on M K R p il g 200, 4
T 2R B S B BT ARVE T B T M1 Z 4K
AIEPUER, REFEWMS S EOAmBEE P, il
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ST IR

3 BERY
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J7 X — 21 MDD B33 A e A RR L i BT AL sk
JBT SR TRD (35, 5 A 9 wos P23 6
B T UM i, o GBI A 8 i ol
AEHLE B HTMAL 25 . MAOI 5 HAb AL AR 24
YAl A, PTRAXT 1/5 9 TDR & 7= EIRI7RCR ,
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SSRI, SNRI 4 A Wk 8] i B*. Ff NaSSA 2624
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5 il (I ARAE A EE, BRI B A% ( bipolar
disorder, BD ) W MEVRYTY, W Z BT ZY) 5 SSRI
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