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B 1 JHSAE 90 R AT 7T
Figure 1 Etiology of depression

BAEFELIN3TY%, I A TS SRR FR T
TN SR T PR A5 A AR 1 [ P 558 R 35 VIS AE 1) 5 e
A RE I8 63%, U SR B I AE LR AR AR08 500 1R P B
FEME KFERER, MBI K8 AL E ] &k
7004 11-13]

BT HABAE A PR 2R, AT J 1 ik BE ]
WA, EEWRAMPIPEER RGAH R, Wk
MSLC6A4FE R (5S-HTTHE A () STin2 95 AL FE ] . 5-%%
i B AR 3 IR A 31 [X (S-HTTLPR) H S5 4 3[R Af
RE I A E £ 2805 IXURS:, 10 L &5 & [R] A e A2 OR3P
PR T, R Y SRR S (S, 10-methylene-
tetrahydrofolate reductase, MTHFR)Z& K C667THITT4E
&1+ #HEE AE(apolipoprotein E, ApoE)ff]ed4%& i %k
K Fle3/e4 FE DR Y | Ifil 8 55 5K 3R #% {L % (angiotensin
converting enzyme, ACE)ZE A 112 K R DDAR 7744 |
BDNF 3 [A 6617 FrIM et &4 7. % DX 7T e 1 i 400 RIS AE (1 &
iR, A, 45 BB % AT B2 (glutamate meta-
botropic receptor, GRM2)52 & {3 [K 38 3K 38 i1 A0
SLCIA3FER FIE N AN S HARAE & 5 A KR
PIBR gg  BAR, FERAE I S R S T — R R
B, ABLERR ST AR AR T i B A R

b5 W P AR Bk R, AT DR A KT R R TR 43 B
(genome-wide association studies, GWAS)#YJ 72 N

FARE MR K8 22T R, Sullivan \PYF20004
X SR [ 47 22 173 8IS £ 55 11 802k e o) it i Ik
BEAT T GWASH T, KRR IUAE T A% 18R 2 35 1 (sin-
gle nucleotide polymorphism, SNP)-5 Il SE & 4= AH %
WE, 2O TS AEE L I A RO AT
KEEARGWAS /T4 RA%/R, DSEL, CCND2, BICCI,
NLGNI, GRM7, ADCY3, GAL, HOMERI, CPM,
SCL6A15, SETD6, LPCATI, MS4A47, TROVE2F
SLC25A3745 3L N AT g 2 54000 1 £, 40
HISE AT ) PR e B, 2 AT 0T i ACRE R AR B o
) DU 2 M SR A SARAE SR 84T T GWAS T, K
AL T 1075 G (oA 1) 19 A 355 D5 7 555 H0RISRE 0 2 1)
HH2e, B2 Z B AL B (sirtuin, SIRT1)FE K frs12415800
AL 5 R TEHLAE T IR A0 8/ o ML £ % B2 8 (phospholysine
phosphohistidine inorganic pyrophosphate phosphatase,
LHPP)JE K [1)rs3593651447 £, ] HE A& FARAE i RS 47
AL, GWASHIE T g TR AMAIAE FA RS 5 PR 2 i
RS, (RSN B A A% A R B TR, v HE LA
FRE B 1) 183 4% XU AL R

%2 5 KBSV 4 (polygenic risk score, PRS){EN
GWASIMNFE 7 VR W 12 N, HREAE AR
I AL U BEAT B, PSR G HAR A 2 A R B AR
BEAT O30, RAKKHEET M EE TR —, AIHK
M BEB AL A IR IR FE L. BRI 45 A 2 A
CR LB S IR, 7653 T A4 oK Sk 80 1)
PR, AT - 0 A AT E AR A SR
B 2 C 0 B 2 A R, TSR AMA I PRSTF
3, TN AT AURS:. a0 SE AT RIE 7T A, PRSAETI
USRS o 43 S0 B 5 WUAE 1 R B R 2 170 9
HPRSH By T 1EKE #5995 (14 1 3% 391 2 /i F00 > 44 R ok
HIRBIR R AT e, AT A e e N0 28 A TR T3
SO, A BT RRARA AR ol 2 v UG A F) A
S i — TR SIS RN, 5T AMAEKTIPRS
RE RS A7 SO TN B 1 Im PRI T 2L, PRSTE 38R &g
oy Rz,

UBAN, s 2R — IR/ _Ewt e i b
JIT A 5 DRI e S A 00 S e s R AR R BL 2, e Ui
FEAN R A4 RIAS [7) 20 P (B0 4H 2R) 78 A [R] AR 38 sl IR
A TR ZRRIAEE, AT 9H 4 HAE 7R %%
KA R 5 LY, &I, mRNA
(UIBDNF mRNA, TNFA mRNA, SIRT1 mRNAAI
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GSK3B mRNAZ)™) miRNA(miR-16, miR-132,
miR-1202F1miR-9%5)31 " |ncRNA(TCONS
00019174F1Cox-2-IncRNA%E)***"] ¢ircRNA(cireDYM
Mlhsa circRNA_103636%5)°%7 1y 5 4R AE 1 % 95 Al
REDR P H AR AT G, AT RS IVERRE T AE 1 4 TR 42
Fricd.

DU 1K 2 P E 0 B AR ot — LB T34
PIHCRE (T E A2 hRie,  J T4 A 7 I e A0 K ik
S KA R 3R 4% (structural magnetic resonance ima-
ging, sMRI), x5 WAL 7 4 g7 1046 A I 9 4> 4=
(CSMDIFNCNTNAP5)F1— 418 % (neuroactive ligand
receptor interactive)?E i faf 3% A B 1 #H—P K
FHPAT T 43 B 43 Wt 7 0 SIS IR R 387 i 2 o A
(grey matter volume, GM V)42 1L 1153 4% BaAith, A I ANk
GMVI SR A K, I RIUERE Kb /i1 H
F, AR A AT AR R GMV R KN S R M T
PRI R A i R T R, AR A
JA LA —emiRNAKIE E I 2 Fi, HimiR-1323%
K S5 N5 HLS AR K A AT - 1A 4 R G
gEF AT R A 5, T IS AE A R i A i
fprimR-chr 11 A] §EI8 i 1 4% H #E BL K BRPF 177 52 1)
AN SRR ghah, AR A A S I 4
Mrim, £ IncRNAFMIcircRNA R IE It 5% 4 L 45 &
miRNATT] 25 AH S HEEE A (R 4%, 28 Al RSt f2 i
B B A % S 2 JRE KRR 2 5 A £ e it A,
X AT BT B L M 22 A0 A AR RIS P 5 B A=
HHLA.

% LR, KAWL WAETUIT. IR
Fiv GWASHHF L. 22 HE DR XU PF 53 B2 e s 2H 5 AH S 1
WIE, AECRE R R 22 AR R AR TR B LR R, NS
RERISIT R T A brid, 8 H AT HHsIE R
SRR 5 5.

1.2 BBREWR

FIARRE A& —Fp s, 2 A B R 210 o 3 St
FIPIRZ —. Kk —NERIRG, AR XEZ
)R EL A P, T A A 5 4 8 1 2% % 47 2 4 O,
HAETAR iR, 10 %- - J2 J2 2% St 42 21
B AT BEAESIARAE ) 2% 26 b B BB A, RS X
23 Wy RN I 2% Th g S 0w A3 2 ) 6 RN B, sy
G5 A% S T R [ F A AE /)N 2H (enhancing neuroima-
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ging genetics through meta-analysis, ENIGMA-MDD) &
F AT 4 Bk R A E AR B AL W ST BT RN, % HIBA A
T SR TR B 154 E K 140 TR S, #3104
FIRIEFE e, At AT T 5 22 vhol R R AR AR 20 A B,
ANIEHIRAR B, HIRE K B J2 T S8 R 7l o 1
SR BUARRE 2 BEAIS, Hnirlal i B e J2 5 5 5 3 LA
Je A R 7 4 53 2% v S A R AR A AT iy
BT TSR DL, FHRAE I S5 AR W B B AR I ELATR
WRAEAT K, HRNIK T AR AARAE A — AR T,
AL BT RIAE T ik — 4510, I HiE R H—Fh
A ) _E I miRNA (pmiR-chr11) 7] fig 38 i i 4 BRPF 1
R A i o A,

[FJRRF,  FEAAHIARE I 28 e S i Ak 0 PR 2 W A 7
FK b, MARGEERM 7 HEMRYE. L, Drysdale®s
U2 GAREAN AR iE 5 30 2% 2 G5 S - BUIR R
LRINBEIERRIZE S, R B AR 2L K1 o DY A
ALY, R A [ A R AR AR 2 O S R
SE I ARREIRAR DR, BB, I8 R BE U5 A 3,
ANTRJIE B ) 5 0) T R 2 ML R T S SEAF AR 2
Ft, XA BT I PR B AR A ) Y B X —
ST PRBRP IR AME. BR 7T DR, NG
()2 57 S H T 58 SUAR R AL e
LT HVHISAE i 45 4 L AR D 2 ) 2502, 5 ST A
RERI VIR, FE AR IAN R A 863 1 N D BEAFAE
BEERT RERGHIOTIAA — R R R X
FEL B RAR AR () R R O AT B T S 47 4 A R4
HISE X — i S P A R B A L

EAE, 9 X ) 7 s AN S AR PR ok, th 5
Ty KU WA R, AMAREE SRR B R,
AT R 5 DR IR T IR 2 AT, Ak
T [ S8 X S A AR 084 0 DA K% i (X2 T Ty i 4 A
fh, T RE 5 FayT A 27 B acg 0, A
ol B SO BAE T RAG S 70T R e (1R R,
JBILE B 0 IX AR LA D RE 4% 1 i 3 T RE S AT
A 297 2R A RO S, AN, RTBH
RN B S A A ARG I S5 i X AR A DL A ki
[X 2 [H) ) Tl e 32 42 B T A N AT YR T (cognitive
behavioral therapy, CBT)FIHKTLIAYT (electroconvul-
sive therapy, ECT)IJ7 RFtii#a hx""*. tein 1= #% 5
JEANE A AT 2 TR B R A T REIERE, 5 AMACBT
VRTT R RER kAR R, AR A AR KT,
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BT RSB AR BEAR, WA B 5 AMMA 2 ECT
TAIT b o

Bk, MEPEEEN - RARMR AR AT
B, WBIMTEIL T — e 515 N2 555 D fg
HZRHIINX,  PEAnFT AL 2 X e LA B A,
TR, SR A — il R 5 SR o R s, A
SRS O BT YR IIEISAE (9 R R SO B, R R A
[ B R B T L&, R 1 XHIARE iR
7 RCRIIEYANUEIHAR, IFiE — L8 X W]y
IR R AR AL AE A PRy 7,

SRS AE 1) S0 A 380 A1 T B 2 v 82 5 O P 11,
AN [ B9 B A BEALA AT RE -3 BOAS (7 A% AR ALL
DR, T AR 7] A9 76 A 4 RS R 3R th vl i S B R
TRAEN A BN FIZRBL,  ARRIE 7R EEE— 25 R A8
SRE TR 10 A M8 A AN B 5 22 R 3K 5 R X A2 A AR T
VEF, VAL BAT Wi PR A8 3 000 B sty g v,

1.3 A S MARLE

T PR PR s ORI, e S AR AR
PR AR AT OB REE RS . R - T AR R R
Bl PR R G DL R & R AR R M LA K
e AL BIORZS,  BE T 5 & b b RS 4 0 7= 2 o
H%[MN%]( 1).

UTAESR, KRR ST R I, i B B A e LA
SHARRE R IR A . o7 kY L R K I 45k
AL, VAR P T R 5 R LS 8
IER N B REAT AP, 2. SRR
AT DL 38 I B IR Y T TR I SR LR B AR Fr v Y,
B HF LR T ARFSFKT B2 Fh 53R AE & 9 A %
R BB PR IR AT GAER 2
T AR AE 2 75 RE A 9 HVERS AE 12 W B 2B 2 A
YangZ NU'SE I AT E T AN A FRIC IR, %
70T DL R X 43 F0AIRE A B . AR A1 et
TP SR 0y 288, FEIRAE T H A HIAE
FORURE 155 R A5 2 W A S e FR YO B T A A,
AR = (R T BE AT B 22 5 T 2 ks e
o5 (S AL R LRR R Hen, B9 R B, SRS
SRS K P 280 P R AR T 5 A i 1 i
S AR, DT B VS 26 1 7 6 G P o 2 A B,
AT B TE U 175 R Fr s 23 2E 28 2 ke F Y. RIS,
TR 5413 0 T A 2 0 11 B AR P ——— T R R AN

AFNIG TR, 6 HVARE 54 Bt B b iR K P AR e
R PRIX L R YRE S R T R I
TE R30S 2 20 11 A b 0,

[ T MERFAC AL T BV s bR iC Ay,
Rt T DU T 3057 2. Huze AU TBE e R, ik
T 935 T LTSI XOURE HVAI 5 AL T R, R
TR T TE A A R I T B B K48 T e AR
HVAR 24 B A 5 S LA 6.

T BB A 2 A 5 SR L S 00 2 ) B )
DRI R M B P, L M 0 8 1 v 4 25 W
ST HER AT AR I B K Z IR RT AR,
SRSk e 7 5 At R A 1R B 90 0o Bl i 8 A 2 0 E
FEEVE T IE ] BA EE A X

14 PERE

R 2 [ IE R R B, 2 % A FAIRE (¥ &
AL 195 T A B o R ot 47 B A UL o 2
RGO R B A EAEH S ACE R AEE
SIS, R 2 2 G e 1 S T P,
J2 /IN IR J5R 4T L SIARE 1) R A= % e i ke 2 B LA
AN 5 RN R = e S P A B 7
[A]F--o(tumor necrosis factor-a, TNF-o). H4H/%-
1B(interleukin 1bet, IL-1B)AIHT 4 K1 (U0 (A & -1
(interleukin-1, IL-1). HZIMISZE-10(IL-10)). KEHF
FORIN, FIHRAE 35 (1) C )2 B 2 1 (C-reactive  protein,
CRP). HiI #1J Jig 2 A1 FAth 48 A= DU s R 477 A= 4 LA S 1 4
MiA2-6(IL-6). IL-1p. TNF-a. T-#{ &-a(interferon-
o, INF-0) 25 R 7 K7 B 2 Tkt S e i e
KRB, JORED T AT DA B S SR i & Y, i
FETRANAISAE 15480 22 G J28 5] 7T A7 75 X0 17 [R] S 1) 9 .

IEAR, 40 A PRt FARRE 12 T T 7E A2 ) 22 A
W R T B, FIRISRE A I 4
T ACET &, Chang A" B0 R I, b7
PIHR A VR B ER R AR 1, 3% CRPK P [X 51 2 M 4
REAUSHITIRLAMAR KA B B E AR L. R 4h, 4
G I ) 2 R S A TE FIAICRE 43 2L ot P R 4% 22
YEF. Hoti, LamersZe A OB 9T R I, 5 #0040 AR g
ML, JESLAIRNARRE B (0 S 8 A AR R R T
CRP, IL-6FITNF-aff] 7K Ft i 5 A i 3%

MGG Y FARIE A S AR E S T %51
B, IERETRMGTINARZG M K97 2. UherZs AV B,
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F 1 AR L HIAE oA 5% K20 B

Table 1 Bacteria associated with MDD at different taxonomic levels

Higher in MDD (IBHE 2 & =)

Lower in MDD (3VSAE &3 & B 5HIK)

Actinobacteria (I']7K°F)
Alistipes (J&/KT)

Bacteroides (J&7/KF)
Bifidobacteriaceae 1 Bifidobacterium (F}F1J&E7K )
Flavonifractor (J&7KF)
Parabacteroides (J&7/KF)
Streptococcus (J&KF)

Christensenellaceae 1 Christensenella (FFF1)E7KF)
Coprococcus (J&/KF)

Eubacterium and E. rectale (J&FF/KF)
FaecalibacteriumF. prausnitzii (JEFF7CF)
Roseburia (J&7KF)
Ruminococcaceae (EH/K )
Sutterellaceae FSutterella (FHH1J&EKF)

CRPA[E A AE I PRI T ROR I 22 57 B A 5. £
—AZ LR, EVEECLE S B2
12 ] (3R] U A 22 B 25 R MR YT, RELIMAZEZ
CRPHIZKF AT LTI HG 7 RCR, #R28CRP/KF- AT fE
A BT PSR AT BT 259, Hak iwt st
BB, ML A IL-6 7T B SR 6 77 XE 6 Yk S AIAE
I RTT 2R TR T2, Yang e N2V Uk v
I MEVR PEAAR AT T P R B, S N A BE 2K 1ML TS TL-6
R 7KT- B S e TR IR LR T e

22, A G e AT REAE SIAIE ) A AL i A B
AR A B EAR A, B IIARE 12 WA )
(4= W2 n 5 LR BT AR 259097 LR =
BRI L.

2 RITMIBFRER
2.1 HYNRYT

BE B, AYIRTT VR R IAERRER ST I E IR TT
% BMER S R 2ingy, A 29130 B AR
RBERZE R, HXEGYAEARA RS ARK
NZ . AFP 5 EKFEANRE. WAREEF PR
RS AR R 14 ]

VAR, Wl FARAE A BIL I AH S BIE 7 I A TR
AN, —EEETE R AL 29 i BT K. e
N-H 2:-D-K A Z % (N-methyl-D-aspartate, NMDA)*%
PGB 3R AL, 22 S A S R A SR
By I B R (Food and Drug Administration,
FDA)#L#E B1l7, HTIRIT O HEAARE, B N4
FE SR FURE RN T IR AR R IR BB, B A E
FAAE T4 S M B AZ R TBOR S 3. M A% A T
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W T, RN X R 79T G 2 UGS 2
19 i B A% A T A 2B A G 2 1) T R S A A
B, GIRAAT, IR e SRR AR A 2 K (1 A7 T 1 4
XU, T S TR 5 BEL T /0 2B P R R B, R
L A PUR BT T R e AN ENE T LR
FIARGE B« el i, R R ENI S e T
Kird 1838 E . NMDARSE HRIE ™ A= TR RO 73
FHLAL, AWK RPOE RS AP AR J
TPE R AL 7R g, X RRRAPARAE H A RS, B
LR MEAAR R oA TR L A, fE I TR
R SR T,  H ATt 2 ARRE VR T I —
L2, 5-HT \ ARG B Ak £ 10 5-HT - 35
il 55 4 Fiz A4 Bl (Vilazodone) T & 3R (Buspirone) Fl13H
J5 2 B (Tandospirone) & 4 & BB A S50 HIAIE IR 1)
1/E)EH[125~128] ]

FiAk, e B G S A 25 R DA MR
LIS TER VAR = 7 11 U S K 0 NS = 7
RSP R A FEREAT . VUM ERPUAE KRB =5
IS FH AR E BOSURH AR 36 2467, HLB s 73
G AR B 20, (LI B RIT 4k £ WL R o i
RAE G PETR B S IR I s, IR A
TPt 576 W0 5% s 92 1A 15 245 W0 1) B — {5 FH e 75 ¥R 7 FARAE .
R R TS Rk T it — 5k, 2 H i kIR, 2
TSNS PR 2558 BA T i B i %

UBAN,  — S B LRI AEAE VG T U7 T AR 1
. Bttion, HAMRE MR nr Bk MUk gk
RAS BT DA S b 2008 o1 ORI, B 2 B B R &
LB 78 = I0 T B R ARAE TG R 7, HAE
PUMAEIT h B A R BN BRI R A S
AR TR -5 B (hypothalamic-pitui-
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tary-adrenal axis, HPA axis)f¥] 2 B8 Uk th 2/ SR
i R AR ) B R AL, $II HPA SR TCRE I 259, Wik 5
& RS Tk iRl by S | B iR AN R 1 1 (3 25 A

AR, AR M BRSO 25 W) CESARRE YR 9T T 1)
VER BRI, —J7 1, FEREAT SR, AR A4
R 10 25 ) B U S-HTH & o M a1, 9025 /1
"% I IR 2 (norepinephrine, NE)# £ Ju TG M, fe gt
TEHE, IR EAL R Y, T B B
W71, 53— 07 1, I PRA 78 UE 5L 6 AF SR Ok o
25T DU B4 50 R (AR, 20165 T
BN R OB 5 AR R VR T I 2% 48 T FI20204F HH 5L 4R
VKGR B A, ARHERE S AR B SR e
S AR BB TR SR 245 0 1 D IBC 24 W SRR O 00K
el 136137)

SV b, B IARE 1) 25906 ST BRI EE A
FIRIT T — B R L L ARHUAT 1 RAME R BERE, X AR AR
B IAR 25 9 B T TR A R BRI T
K.

2.2 YERRYY
eGP ERIRIT 7, AR IE YT (electrocon-
vulsive therapy, ECT), “4¢7lid H T+ FEA ko IR AE IR
HIFNAR £ 2 LA K M VA PE H AR SE (treatment-resistant - de-
pression, TRD)[138’139]. e, BEEHAR AWK RE,
SRR 22 (1)) 3T VA LR T ARRE BRI T . b, B
52 kG B (repetitive transcranial magnetic stimula-
tion, rTMS). £ /5 B FL I (transcranial direct-cur-
rent stimulation, tDCS)%%. £/ Hi i ¥ (transcranial
electrical stimulation, TES), ¥ 7l /&tDCSs2& — & F §
YRITAAEIE BB T, e I A i F I 2R KR
X3k, 18 2 SMUHG 4 (dorsolateral prefrontal cor-
tex, DLPFC), 5IEAHN KM B2 B Pk, 2k
PR AMAIG RER FIVE . (DCSERAE A E . fjsn]
173 HAE RPN Z I ERIERH. MEZLEDCS
WRITIE, SERERE R i A 5 KUY (EeDCS Ty it
RIVER,  BRanAMA 32 0 AL AT BE 23 H 30 B2 Tk
U, R RFESRER, (HIX LA R R S BEE
TBIT A N R BUIR G, WA 7 R EH
141
AN, 2R FiHE P (transcranial magnetic stimula-
tion, TMS) i >kebk 22 i gl B FH B HIRE (1 R IG T

i, CHRITMSHEIR, B R EREE — e i
WA EAERT KX E RG, TR € R
B, TR T R M e 2 A P ) A QU R FRLTE Bh, T R
PUHAB G ITAE R . BRI Z2TMS i 1), Hak
FDAHLHE A T 36 A v 7 (0 75 U M EECT,
rTMSA S IE MR R IR TR R, BN R B — B A
TIHBERES. B T S HVARAE R AR, e T AR AE
52 % A5 — 5 R £ U,

DL b4 2 )X e e T B N R AR T T B, IR
IR B — L/ QIR ITHOR, tHEEA R e N4
MIIEACREIR. b, PRSI (deep brain stimulation,
DBS)Fik & 1 28 Il (vagus nerve stimulation, VNS)3J
FMRNTEIRIT 715, DBS XAEFR A 8707 F A,
EFRERIAMRIG ST, I8 ix S AR E W5 AR A
FrE ez A BE N BN, FIRER SEARK R
AEER, PR A A R ORI R PR SRR, TR TOR
A28 TC ) FETE S, R S MR AR, B TR,
DB SHI T TRD £ 5 1 KB 1 Ao o, e PR i
AR, HA R 50%" . 2448119, VNS
g — PR ANYEREIT 75, e R E & R A A
AR, B0E R R AR A B B, I8 e T R A
28, G| R & DX I i PV B A4k, DA 33 5
Zuar I ECERERER. PRI, Bt AT
o3t FRE SRR I HLAE K A 2R VNS E
B 52 EFDARLHE N T MEva PR AR vG 7, HRrEE
ARG REIE. AH O T R T —IVNSTE
7 METE PEFDACRE (O IG R A 72, DA — 2B 38 uF AR
FEHARRE N BE VA TT 2R

SR b, AR IT A E R R B AR
EBAL A S ZH B B ANE], 7 AT REARAE —E I 2
. BT UL IR BN X S ERE YT T R LML, B —
L R i, WIREAR 5 (magnetic  seizure therapy,
MST)%E, BEA& IGRITE AR, KRG E 2 %697
J7VFNE RN FH AT UE 4.

23 LHELRYY
T HIARAE VR TT,  SLBRTE i E WO AT E 24T
AL BT, RE GRS A S R, A
FZEEA R EEZ OHBT. ORI E
S5 S B AN A fife e — A TR R B R PR 0 B i) R
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Advances in the etiology and clinical treatment of depression
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Depression is a common mental illness with high disability and suicide rates. Its etiology and mechanism are still unclear, and its
clinical treatment has raised concerns among researchers. To better understand the etiology and improve the treatment outcomes of
depression, we have invested in various resources. Recently, significant progress has been achieved in the fields of genetics,
neuroimaging, gut microbiota, and neuroimmunity in depression. Moreover, many important findings have been identified in the
antidepressant treatment, physical therapy, and psychological treatment of depression. This review mainly focuses on the progress of
the etiology and clinical treatment of depression to provide evidence for psychiatrists.
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