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Abstract The comorbidity rate of drug addiction and depression is increasing gradually, and it has de-
veloped into a common mental comorbidity. But the relationship between the two diseases and the underlying
mechanism are still unclear, and it is a major challenge to develop effective interventions for comorbidity of drug
addiction with depression. A large amount of literatures shows that there are common brain regions and molecular
mechanism underlying drug addiction with depression. In this review, the importance of brain regions such as the
nucleus accumbens, the lateral habenula and the ventral tegmental area in this comorbidity is described. On the oth-
er hand, the role and mechanism of kappa opioid receptors, adrenocorticotropin-releasing factors and brain-derived
neurotrophic factors in this comorbid disease are also described. These findings provide new ideas for the underly-
ing mechanism of drug addiction comorbid depression, as well as new targets for the treatment of patients with drug
addiction comorbid depression.
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[t B 7 S BRAS, T 24 ) B 5 RE™ EELATD
S BR AT 10 RS th i IR N FR 3. 8520, 25 Bl S
TEAE RO A RE IS Fr L R FF 29 A I, bt im A
FE e AR RS IS T DI BB, 5 e R B
WZWREATIRYT, B IE N 5 B2 ot . %
TIRNT X PR B RIS, ORI i2
WA ge it P (CR3R0) E O IR T RAEA
TR XIS, LA [R] A7 PR B Aot LA B A
(5 FRPRS AT FR A L e 245 B AT A AE R 37,
TR P BURE AT WOV AR IR 3l 55 D RE 32 43t
ERE KK EE. EilkK L, S ELm
XHRIT J5 SMIHIE + o> EE. Dk, 3R B PRR
T JE SRR AR, X T 24990 R L9 FRIAE 1) ¥

1 54T 5 HIBRIE 2L m B9 A X AL
1.1 RER%EZSYI R S HNERRE 7% AV E A
fRBE#% (nucleus accumben, NAc) & H 12 £ 3%
PRGN E LA N, BRSOk B RO B
ax X 2 R AT . SRR AU A A% 1 B 2R
REHE I LS R 48 A% 1 S-F2 U G REFE A B0 AF 9T IR
FIHINACZ ELIZ BE A 28 To A3 56 T LA b /) B i [
) E R4 251, MR NACH B 2 B i ia k] Bk
AN R HIRBREAT N T, $RoR8 2 B AE NAcH
G B T 259 OB 5 A ARE B &K 4E o NAcHh
55 B A4 o 2 E y-1 5 T IR (gzamma
aminobutyric acid, GABA)BEF £ T, IXFKMEA L E
LR SR 3 R R Ak 75 XL IR 1 BRI A
=8B, I NAcH GABAREAHZ: ST 1K i1% 5 m] LAIA]
I 3E R BR B AR FE AT D S vl R R B 4R 24 1
MARGARITAZ VR I, NAcHP11EE (AT LA 5 /)
SR B AR 474, NACHIGABAREMHZ JGAHP11
B R 2 0] R R RORE T R AR 42 oo PR
KN 235 FHVERAT . SO A B FURGE , NACHIZ
N A R S50 ) 0T T VR AR R 9T RO AR T T 38 HY
137 — 2 B R B T X R R s T DAd i
FLIR NACKIEATIRST , PRI NACTT A /& 25 W) B AT
FIARAE L5 (17 S B X 3k
1.2 IMUEZEAYRES I NERLRHER
HM 2 #% (lateral habenula, LHb) A K i< pi 2%
Ty, 2 5 R E R AR X O, A
[ 3246 2 T A G 1 22 Tt 428 95 13 A 44 245 40 RS R 4

ARREM I I O . LHb 3 BRI A S R BE Tk
HAMU S Fofing, JvE M5 2080 %, 6 el ik
F BT 1230 5 2 G SUSE i SR B R, F HoAT
A G/ RO DR ) ) e 3 47 A1), LHb 52
M2 Bk 1A 2R RE ST, MHIIE M4 A ER A AR
e 28 70 ] 306 5 2 B R R, 8 v /D B JE W () (R
HUEAMARREAERIY. LHbIE 532 3Kk B0 % R 4454
ELFE ARG X . AMUALHT X 58 U GABAREfT AL,
PSS AL FT X ZELHbIGABARE 4t 7] LA 5
KB PRSEShHLAT AU, BRIk 2 4h, LHbE #2252 5k
F R o 3550 0 A i I 000 e 5 X 22 B Ji g 4% ),
50 R ILHbZ EL D252 1k 2 5 1 K fioi o IR % s
2w, 750U LHbHE 2 ELE D232 445 Hi 75 T
DU 25 ek AT R R 5 (0 A M 4620, LHD A 4
HEM 2 T FEAESARAEME T, HLHb A
FUR B 42 O A5 21w i I 00 5 X W] T R o 23
PPN 5 X [, 49 22 BRI OHRAT R, 7R/
BT DR i A A Hh R B, TR R DK B LHb A 2R
R 22 o N 3 A o I B 25 X, I HLA 2R e
S et — DR BIRTHI K Z . RERAZ AN SMI T
iR LHbA# £ 7030 T DL o 4% 56 4 0% B B2 al A
AL B 48 5-F2 ta e e ph 22 oo, I HLHbIE S 3
TEGABARE P JT, AT DL 5 350 i A0 75 (X % 12
iz R w28 0 R R 8 52 00 J1 g A 48 T 32 B A, A
A SRR R4,

I 1A LHbR 6 7 S 5 901 B A5 14 V9 A R
P AUE B A2 R, MHILHb A 85 8 2 A AR I i o
3 T P A KRR B AR AR AT AR RS T N ot
41, SEUNGWOOZ I 5t & AN I LHb H1 45 2 1R
(13, T LA 35 46 B PSR ROk K BRE 5 i ik o
56 g LB AN BI) R B T, 0 0 A RSO K BRU PR
AR o 25 R 5 FAR R 51 62 1) 22 8 Ay, 53K
LHbX 1F J 45 Fl A7 R 15t 2% 25 10 5 1 0 1 5 9 40, e
A IR i ) 7 A P 2 B FRUHA LA B 4 54 1R M 5 1
BRI, XA AE A LHb A 5 259 a5 AT i
S T LE ML
1.3 R AXBE I3 25 X FE A R e SHIABRE L fR
#1ER

HH G 5 () 4% 55 [X (ventral tegmental area, VTA)
AT KR T LI ) — AN B B X, B i
IR 17 8 G R 245 ) R 1) R A S VTATR) R %
DIFR BN, VTAM G S E 2 H 2 EZGE. GABA
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AT S B BRI R AR B AZ , DA B, A
. AMUZERZ . B A BRFAGURZ D), 7R3 5. 3)
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WV LR 5 HIARE I WL 7R i — 2P . ]
B VTAM 2 BN 0 — HLAA R RVE, IEFR A
RILVTARK GABAREAHZ TCIE M-S A8 [FI R
BEETMELY, VTAN T GABAREMEA L EEH
VTA J5) 3 o [A] #1028 70 H1 VTA B 05 BV 4k 75 Sk oA 0 4% ol
28 JOAE R0, FE AT ) o 2 B i 8 T RIR AR
A A, d I T 2 IR KPS S R
22 B B A (R U, VTAR GABARSRIZ Tl 1t
T2 5 TR 1 B BB ), AT U 4 2 B A R -
SR, HH] VTAR GABAREAZ TCE0EE T Mg S
(1) 342 B TSR i AR B8 gk o 22 B4 SR Gl Ok A2 S
SiEFRIAZ CEIR, AT RN 2 5 R G o, B HIAR
TE 25 5 5 2RI . VTAIIS ZIR e 40
FEXTEE D A FE4RE T VTIAR B IR BEFP & o %
SEINACA/ T T /NRBIBIHAT A, TITROOTEE K
BULE VTA RIA TR R IR 18 7R 21 2R R
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PEE ZAE R, B ECRIR ST VF 25 14 2005 B4 < 5 1)
A TR B, FER 2 AR R 4R, i 3244 (kappa
opioid receptor, KOR)-5 #1E S i #H I 11 R R G
RN, VTSI N 1 25 AT AR A 5] ) L
Z 5%, CHCRIBIT IR R LA S 28 B i 1 43
FHEFRE . LRI R A B P 52 56 I, KOR
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KORAJ LA s 7715 5 (1) T 2947 R IIVK &, 10057 B
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1T I A B ST SR B, CRF-CRF 124K RS E 1 15
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AR, R 14 #4278 77 A 1 (brain-derived
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T A RS VAT 5 g 1 1o R 4 vl A 70800
BDNF2 NMAN & &R Z ML E 7R, el S
fit 2 PR A B(tyrosine kinase B, TrkB)F 45 &1l K 4%E
YEFH . BDNF K& H 52 0 Trk B & SAE Hh iji i 4 46 4
g Ak, N A S AT A K= BDNF i 4
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3 RESRE
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