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Abstract: Depression, a chronic syndrome with low mood, pessimism, cognitive and sleep disorders, is
characterized by high incidence, high suicide rate, low consultation and treatment rate. 40%-50% of the risk of
depression comes from genes, so studying on gene abnormalities serves as an important part of the research in
the internal causes of depression, among which the receptor gene abnormalities are crucial factors. The study of
potential receptor gene loci is expected to be new target for the treatment of depression in the future, which can

provide theoretical basis for the early diagnosis, prevention and treatment of depression.
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BT AS B, AR SE T A PR MDD XU 7 53, 5 20 B
2 1) VS R S IR R TR BB L AR S AT R 10
B LA 3 9 AISRE 93 F 7 R Ak de B [A] o

AER IR AR XU 32 1A 32k [ 5 A2 5 T ) 3R 4
FSE A K BT, Bt X A A B2 1A 5k A St A5 0
AE 99 BB T B B T DL A AT R SR AT RE ) F T
[ o X LR F) 2k PR 87 ) AT B R AR SRAMAIAE V6 77 14

WAKHE .
1 BERAEZHER

i B2 T 2% (glucocorticoid, GC) & —FlhE [ H1 4™
PR3] B 2 O S b B SRS T R, AE MRS 5 S T ol
AN TR) 1 2 ] 52 A R B &R 32 A& (mineralocori-
coid receptor, MR) A1 ¥# J i ¥ % 52 /& (glucocoricoid
receptor, GR). H H % ¥ I\ Jy, & [ ik — 2 K - B F I
(hypothalamic-pituitar-adrenal, HPA) % 3 fit 73t 5 GC
RSP T v A FASRE 2 975 3 5 f i 34 A B g (R 2 — P20,

GR £ R~F I AR R i — 0, J& TR %
B, 2 AFAE T LR & P 3 40 i, B AT & 30 1)
GR 45 1E 7 ¥ GRa FIAL 7 v Bt GRA W F R 1Y, 73 %
J& GR 4 [ [R] — ¥ 5 7= Wy i A [F) 85 9] 75 X85 D) 1 285
Ro GREEWTT A E IR T (40 V5 1t #2278 37
T) IR, FF A ea I T, 08 N i
28R FENUAR R B AR . IR R
I8 KW, GRS PUFIKIAEF] B (mifepristone, RU486) 1]
DA AR A 28 DA IR A, - 7E X a) 15 IR B A R s B A
UL 1. W iR B, GR 3Rk S o AL B2 R
MK S, 02 O3 VAR S A8 5 1 R T 45 A4, B
YRR B, GC/AKFTH RS GR, FHUK R E B
4 0 5% B 3% 2 25 M AN S B R D RR AR Y. AR, HPA
2 RO M 22 2R G B ORI S B R, 0 YR
PR A AR RE 08 1) B AE W 2 R 2 —, GRAE WY
HPA Hlixt Hs 77 19 B N 77 TH F A B E AEH, GR K
FEAK, 8 GC KT, GR A 511 HPA %l 1 s 15 T
RESZ A5, AT N FHIARAE AR, 5E 2 (HIE 4 % B GR 2 411
AISE 1) E g e R R

GR #:[H (NR3C1) i T 55 Jefafk |-, NR3C1 #
(1) 2 15 5 M GR 11 7K °F K& HPA % (1) 7)) g, 5 #0 AB
SiE B VA 5 . Perez-Ortiz 288k L5 1E & % RE L AH L,
MDD [ 7 8 # 1A {2 4% 1 NR3C1 2 (Rl R IA FI; Yin
S0V — PR H S A B S AT B2 BT NR3CL 2[R 3%
LA K.

W 702 B, NR3C1 Jik PR 7E FL A A2 v 614 56 31 5
71N 5 % R AL S, £ ) & DNA F I AL 1 520
IX 2 AE A B AR RE 1 R e KU, SIS RN 2R

NR3C1 % fith 7 51) 7 1) 2 A GC Bl 32 %o — Mt A T I H 3%
ARZS, (H— ok F A, 22 485 40 551 1) R AR 523K
NR3C1 3 [A #% 5% 52 #l i, GR mRNA JKF R [%, GC /K
P mr, HPA Bl ) 67 5 15t D B 9855, HPA il i e 7Tk,
M-S SCMARE ) & A2 00 St B 3 58 B2 3 B HAAE /)N
BRURE BY AT A W, R BN BRI B B AN g
NR3C1 A 1) B B Ak 7K P B o 2, iF B R 4 B 22
3BT BN AR FEAT S 5 NR3CL 5 [l (1 A 2 4k
WA G Sk, BESEF= R AT BRI 45 SR At
NR3C1 & [H] H b 36 I o, 380 A 5 34 H (142
JU B TR B K P T i, T 3K A 5 el e 2 3 A ST, 7E g
Vish s b BESELE /N AR 58 L R “sR 71T N
23 FRAR /N B HPA Fil (1) 5 B 1 I 38 1 3 0 GR R IA 2% A
NRAEEFEFEAT A, 50 )5 & TR 5 o NR3CL 2 [A]
AN T 1~T J3 3 F I 25 SRR, fE 4 it )L
JE R 1) 55 $0 AR IE 8 3 AT 5 1 g 4 2 rp AR T 2
NR3C1 J& 3l H B AU FE FE 35 S, E B 1 B AR A 4 72
520 HARAE 2 NR3CL [R5 3)) 1 [X DNA 34k K
PHEMEERZE. U ERWRY, JLEMEDE
I H ) PR 7 2 T S s 1Y) i RIS
B, AATTFE S A N O B A B 1) S8 )[R I, 7 1% 2
AL R 20 4 B 3 1) R A 5 %o o 4 s i R 1
AR

B H AT GR WL, A W1 ) A A A R
@O GREIARAE [ A & J FAH SR & A= ) 2 5 L
A B OCEBEME R, Frai AR 254 1 1 2 B3 K
T GRELGR T LGN A 7 1 B ; @ FL 3 B R
GR /K, T B4 Ja 1) 3 52 ma AL 1) 1o AN 1 23 B g,
BREE— 25T, ©® HET MR 5 HH8E 5 & HIHF 78 A1
XD FHX GR K B AR S 0 11 5 A 5 ) g AN
A, {H O UE 48 3 9 MR 5 AR E /9 5 ) UM
ST T A R A ] GR B MR VAT 1T AE R 7 IR AT
S PR ARk 0 A Y 57 AR P I A B T T
2 N-FE-D-XREREBRZTHER

N-F 3E-D- R & & 2 %24 (N-methyl-D-aspartic acid
receptor, NMDAR) J& & &R 2R (11— A8, K2 5
NMDAR 2 H1 2405 7 1) GIUNL (BARGFR y NR1) A2 4>
GIuN2 (GIuN2A-D) (LLRTFK A NR2A-D) F #6744 B
VU S S AR 1ol e, 72 R AX PR R 4L (central nervous
system, CNS) HH il 1A, FF H R 15 26 1 15 4k, ik 5177
% i Th B A <08, & GIUN2A FT GIUN2B ¥ 5 47 1)
NMDAR #% I\ A7 #4870 D e NMDAR ) 3= 2311
1T NMDAR LA 150y 77 %K B W8 E, NMDAR ]
WS TS CAL X M7y Ve Sl A% 1 (1K B F2 455 (long-
term potentiation) A4 B #2414 (long-term depression)
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FIT b 75 1 201

HL7E 1990 4F, Trullas 2215 & B NMDAR #5417
o FOVAISRE 20 A A 2R H B RIS AR R AT R T A 7 A
F, LR 56 NMDAR 5 $ARE 5 & I 78 6ok
=% . NMDAR Fi77E MDD &3 b R H ARG
J7 3R, 15 F NMDAR #5571 2 5 308 2R R e 4
B0, 3X ] BEAT BT I (R 4E RE HUPIARVE AR, sk
I, FINMDAR $ HL 713697 £ 48 s H B 1 28 fil i %
NI G N S AR T I RE 1. BT NMDAR
FEINARIE R, H AT O & IEETT R 20 51252 1464
HAER BRIT 25, W3k & NI .D- 2 2 2 f LA R
NG S o U TR ) 2 — Pk 58 4 1 NMDAR #5it
A, BN AR BB IE ST B W 5| S rEIE 2 — .

H AT X NMDAR 2 K 5 #A5E 5% R 1 AL i 2,
Kaut #2305 1 21 MDD F8: 35 P4 1 5 200 - iz 53 g Sy 4
GRIN2A J [X] = B FF AL, A GRIN2A JE [K] {1 v i F
FEAL AT BE T 20 GIUN2A [ 575 3R IA, 38 I FM AR AE (1) 5
JE, IX — 4518 5 Boyce-Rustay 2524 5% F & K] 48 1) 7
2 B /N B GRIN2A 2 [R5 850/)s B A 18 R 00 A A AR
KAT R 25 A — 2. GRIN2B K /2 4w 5
N2 GIUN2B W7 5437 (1) FE R, Gray S0 %2 2 L 5 F
HRFET [ MDD & M L, T H A SE T 1) MDD &
# 1 GRIN2B % [ 3 18 /K ~F ¢ =1, % B GRIN2B 1)
MRNA KPR GE2& B A A ¥ hrE. N TH—B%
iE GIUN2B 515 4 1717 1155 &, Miller 2526044 37 K7 Jiii 2%
wr Ve 22 0 o GIUNZ2B 6 35 M i B, 45 5L I % feh 2
H A AT m-TOR Bi% 5. 25 34 0 - 48 2B A 47 N I8 2 0
b Li SR 78 45 SR SRR T O mT A B 5T R AR T AR
AR T 1 (DAPKL) 5 GIuN2B A E A1 FH 78 0 Al A
9o B A= 21 ke EE A AR

% i GIUN2B TV 5 47 ¥ N 25 %5 K GRIN2B 7 T
12p13.1 k. 5z b, GRIN2B [ 3 K £ A0 Ok iR iE
AT MDD (16 7 SKBUEEA E R B — T X
RRWH N I A 5 DR 2H OC BC I 9T K B GRIN2B H
rs220549 L5 1 A AE & 9 AH 95128, 2% B GRIN2B 7] fE &
MDD [#) — A ¥ 75 (1 i & B Kl . Zhang 2629105 T i
— P9t GRIN2B (1) 3 [K £ 7 1 2 75 2> 3 i MDD X
[, %I GRIN2B W 1) 4 Fift 78 ££ Tj BE £ 25 1 [rs1805502
(3-UTR). rs890 (3'-UTR). rs1806201 (4 & ¥ 13) Al
rs7301328 (Fh &7 2)] AT T 2R 0 8. BAE AL S AT
25 BLR B, MDD 21 A6 R 20 7] GRIN2B ) A-G HL i 7Y
IYAT A R 2R, % A rs1805502 Al rs890 ZH %
A-G HLAE BT B B PTM AR R Y AEH, G-T S5 AL w]
RE A VR JT I BT ME FIAR (treatment-resistant depression)
R [ RV R 2%

W14y, NMDAR T BCAPUINAR 2591 K B E AL, XF
NMDAR [1] 3% £ PR35 B2 56 7 i 26 MDD i # 7= 4=
BB RPIAYEH . NMDAR RZi/E NIT R T —R$i
AR 25 W) 6 97 B8 R B AR BRI R 5, X B 254 ] A
BB B R A 3t R AR RE IR

£ XT iR NMDAR B8 7, A 34 7l @A fir itk —
BT O NMDAR 5 205 fil K s FE 38 5 K B ] 28
AR IR BB 1 AN KI5 2 @ NMDARH £ 4N L
BT, RO A B AR B4R E A A, (R
Rt — IR AW I . Zhang Z5P T 3% 1) GRIN2B Py
)4 MP I8 AE D Re M AL IR 2 A, PTREAS e 78 o5
A~ NMDAR JE K], J2& 75 17 75 Ho At 8 8 22 725 1 0 HAR i
HRFERW M ATELE; © HATEH X NMDAR &7 AR
i B A R e e 25 ) 2 — U T B AR T DA 7= A AR
AR A BRI RN, 7 ZER A 5T DL R 45 Hh
T SR I S IR 2 IR TV F TR S e & AR
ML, FF & LA NMDAR SN #E i AT ps = A= B AR/ A
H 7 BIAE /N 00 8 A e 400 A0 25 W A2 ik A Al R 1
[F
3 o RE-IRES-FEA-REMRERZHER

02 J-3-F4 5 -5- F S -4- S WEMR TN R 57 4% (e-amino-
3-hydroxy-5-methyl-4-isoxazolepropionic acid receptor,
AMPAR) & H 4 # I 5 f7 (GIuALl. GIuA2. GIUA3.
GluA4) ZH B DY SR AR B vl iE, Hp A e J LM EA A
[ BN 7 25 AP A, 76 i 1 3 B 248 T (1) SR A ) s,
AMPAR H180% /2 i1 GIuAL.GIluA2 41 i (1) F: JE A, 20%
H GIluA2. GIuA3 4 /&E%., 5 NMDAR A~ [7], AMPAR
2 Rl b PR % 2 oo, A 2= AP I R R I
AMPAR 537 PR ¥ 3 77 20 R 5 fish i J5E 1) PR 25 B
A, FOVF PR 20 40 B TR PR Ik e v R LA B,

NMDAR #5417 (JUH 2 ST B A AER R A 1)
PUMARZIREAE L, HLR 00k, 1X— R BRI T4
IR R G A ARSE i B . B2, NMDAR
FE PO B AL BTHIAL 254 (4 3 FUHT B B B AR 1R
FH % B2 30E AMPAR T & #5581 B T B4 Al 7B ;b
A, BF 7T 2% W PR E £ % AMPAR [ 32 78 7K T BE AR R0,
BRIl PR T I 4 22 B9 AMPAR 8 1% 15 5 4% S Fnm]
It AE AR E () o3 BEATL AN YR 7 A B EAE A .

GRIA % J7 & 4w 1 AMPAR TF 2247 ) 3£ X, GRIAL
1 51 gt GIuAL, GRIA2 11 51 4w 6% GluA2, GRIA3 1 5
#ufi% GIUA3, GRIA4 #1 514w 1 GluA4. A T 5ilE AMPAR
FER R IE 7 2 15 5 AEE & A Ok, Wiedholz 4562
W5 Grial™ /N ORI, 5 B 2R B/ R B, Grial™ /) B
TE 1 8 85 R £ FE AR OCAT 3 ;& MDD 32 32 1)
VT 5 IR [ AT CAL 40 A 3 B, R BB GRIA 5% 4
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151 JLAS AMPAR B A7 BH 5 2 30, IE 5K T AMPAR 2
IRl 08 0 AR A ¢ . K 2 2Ot 73R B, M AIE
FE 1Y AMPAR 23K AT AMPAR A6 ) 7T 98 14 BEAIG, 1
BUHNAR 250 75 E 0% AMPAR A 8 R 45 1E RS, ZEHF
FM AL FEA S B 4T GRIAL (rs707176 Al rs6875572)
GRIA2 (rs6536221. rs4260586. rs4302506 . rs4441804 .
rs3813296 Al rs4403097). GRIA4 (rs11226805. rs2166318.
1511822168 rs1938956. rs10736648- rs528205. rs11226867
rs667174 Flrs641574) 11— H R HFR Z S LT
5 MDD A ¥, 145 44 MDD 3 #1170 44 %} B8 4H 323
R AR A B S, 45 SRR W rs4302506 Al
rs4403097 HLAZ R 2 A 1 7] it 5 MDD 38 [ K iR 4
WA BB TREAE/INYRBR M, FAEERPIFEAR
RGN TS AT A . H AT X AMPAR 3[R £ &5 1 5 0
ARIE R R AR 2, T f Il (0 — 0 3 724 N (WA 52
W, RO T 45 R, GRIAA (rs68081839, % 1R
R -1, XI5 55 A7 5 R A %2 Oy 0.68, B & £5 [B] = 0.69,
95% 1 {5 [X [H] 9 0.43~0.89, P =1.53%x10°®) 5IAFHiEH
& AH S PEB, F VIR B AMPAR 42 K 2 25 1k 5 AR A
RIRAER .

B SR Re ML TE O ARIE 19 & FE 093 2 A 3 2 vp i
EWEMER, g6 LiAST AMPAR I 58, & AN
PFEW T3NS T EEMN: © KZHHFREEH
7£ NMDAR 1 1E H L=, R 17, AMPAR F1 AMPAR i
P 5 fid P 9 14 T R FUVAISRE (10 95 3L A B 2 o B R R
HEEMAEH, Nk— 50 7 AMPAR 7E AR i A1 Bt #7
a7 IYER; @ AMPARA GIUAL.GIuA2.GIuA3
F1 GluAS TYFft SI7 B A7, #5 A S0 BRSS9 AL 1
[R5 e AN 5E A B A, T — P ®) GRIA Kk
A GRIAL.GRIA2.GRIA3 fl GRIA4 U Fih 5 [K] 27| |-
R FLE T GRIAL [ #GE B 2, X T GRIA2.GRIA3
I GRIA4 T T80 /0, AT WL BT (1) B A% 1 R 22 S 1 3
R T A AMPAR 2 [, 2 A7 TE H A 2R B 2 M X
FARE A 235 s W AN 28, A it — P IRE .

4 S5-RERIHER

5-¥% €4 i (5-hydroxytryptamine, 5-HT) 3 44 IfiL i&
R, R LAY R N — R E B M R, )
TEAE T I FLEN W 23 rh, R ) A K I 2 J2 e+ 28 5 fih

TRRE, M FES GRS RN The s EEIEH,
B 2 N R IIE & ) B DR 2R, HL A 1 Al
AR 2597 R E A G35 . AT {E MDD £ 3 10 o 7
PRI 381 5-HT 22 3 Jog ek BS1.,

WA RIL5-HT A 74 A 5-HT1.5-
HT2.5-HT3.5-HT4.5-HT5.5-HT6 Ml 5-HT7, £ />4 14
Fh sz R o R B, Hob 5-HT1A5-HT1B.5-HT1D.

5-HT2A.5-HT2C.5-HT6 M1 5-HT7 32 1A 5 0 Al i &
YA, I H R 5-HT1A 24K 5 AR AE & 1) % &
FoAEY), B iR Z .

5-HT1A 32 4 & 5-HT R 4t It — A~ 8 Z 0 15 A 7,
RE A2 T ful 77 JIE 1 5 SZ A (RT AR 5-HT Re 4 £ 70 T
P, 3 5-HT Bk D), Mo 92 il J5 52 4k (AT i ik 1 1B¢
Gi &5 [, 1) B 7 8 A b Bl v %, A 5 B-HT 1 FL R ik
BN X Rl SZ AR XS 5-HT 68 & 48 HLA M EF, M
T 5-HT [7KF, RAELHTMAEH .

5-HT1A SZAREEH 7 T 55 Qe ik K (5911.2-13)
b, WU, 5-HTLA 24 I K JE 3 1 X rs6295 £i7 &1
Z AP 2 BN U N AT R, R B5-HT 1A 52
VLA rs6295 437 1 22 A5 1R 1T B8 S 5 HAIAE ¥ A I pL i«
5-HT1A 32 PR B[R JH 3 71X rs6295 17 £ 1) C (-1019) G
s — M Re S 2 T R4, B A FHIK % 5% K ¥ NUDR/
DEAF-1 (41l = 4% % 41 il 5-HT 1A 52 4k 32 38 1)
PE) F1 Hes5 (X 75 I fif i) A 2R 3K ) B9 1 B9, 12 4k [A]
T e i 10 5 fi BT B 5-HT1A H 5 52 14 1 B &1,
5 8U5-HT BEB0RD, 5 A8 JARE 75 PN 1 VF 2 0w
i 7. Lemonde ZEBHRE H T — FlUB O SRR K
Pl G (-1019) %54 K4 1] 5-HTLA Z A& f ik, LI
> B-HT Refi 4% 3, T 5 BCMAR AN B 2% o SO0 AT I
B, JAERIE B F & 44 G (-1019) JE A B i AT fg v
KA NEX AW 265, MEFBEEE WAL
G (-1019) H [F B (¥ ] B P A2 f G B (1 4 £5000,
41, Brown S5 55 5 B AL i AR 2 AT A B2 T 5-
HT1A 2 AR B ] 3 2 X 2R A0 2 B2 T &7, A mRNA
FIB K REAR, 7T Re ik — 20 hn S AR IR, 1 H 2 B
R BTHNER 254 17 285

BAN, N T R 5T 5-HT1B 32 1k 5 Al 1 5% &,
McDevitt 24005 5-HT 1B 52 A& mi B /I R BEAT 1 7T, & B
5-HT1B 52 & 75 18 15 I\ & i ko #2 b 5 51 2 4E H
Murrough Z5E0HE— 35 i@ it 5-HT1B 32 4A ] PET (% 1f
5 R BN AR AE 523 () 5-HT1B 24K 5 A 45 & B R K .
T W FE 5-HT2A 2 4k 5 AR 4 =2 15 A 5%, Hrdina
VAR 5T R B R AIE B3 X 35 5-HT2A 52 14
ST S IR S EE R N, 5-HT2A 324 9 s &2 1F 0 5 410
RAE 2 (B 1 ¢ &, SR B 98 45 R IF A — 2L Turecki
S35 T 5-HT2A 32446 T102C B 1 R £ A M) C 4%
P3R5 H AR 5%, Lerer 25445 50 & 1L 5-HT2C 52 1k
SIAER —ERIK R Gatt EUIszi R B, w2 5
T e o B AR N RO (BANEUE 2 (1 MUR)
BDNF-Val66Met il HTR3A-CC L) }2 BDNF-Val66Val il
HTR3A-T #5734 U2 R AU 2H &, 5 HAR SR R AL 2H A A
Lb, P 35 2 A HE I B A AT B IR
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i LIRS 5S-HT1A 2R AL i 25, /BN
YR 24N ) 7R B g e O 5-HT 52K 1) 5-HT 1A,
5-HT1B.5-HT1D.5-HT2A.5-HT2C.5-HT6.5-HT7 %%
A B 5 HARE 0 A 0%, T H BT XT 5-HT 1A 32 4R 1
T F B %, o5 A I B RO 50 A X A2, JH A ST 2856 4170
AIE R B AR HLE WA B, @ BT 5-HT1A 524k
I F Sl AT AN Sl S, AR B 5N F R — ROk, M
FL BB 05 AT 17 5 P 2 [ T 5 Ao 7 50 5% Aok S5 A2 4%, ARSI
T A A S (10 T 2550 P 2 AR R P SIE A
5 yr-RRETHRIZAHRER

y-8 % T’ (y-aminobutyric acid, GABA) #& — 3
B P b 2 T, S A A N LB R,
TEAMNE R ABH I & ®IB /D> . GABARE RS 54
AV AT 2 B PR R B A DRE) i L R 8 1 A A
2 W A AR RE 2 0 P9 LA R I 2R T GABA KT R
N B, PUIAR 25 o] 2 B3 . AT R
MR E MDD ¥ 5 GABA RE I filiA% 326 1 Ty g 6B

GABA 2K &l 4 P W B A7 o fay A O 2 1)
FREE T, BFH2 D a2 N 1Ay s
PR B o2 ALY GABA 152 /& (GABRA2)
FE /N SRR Sy SRR R B A A A SUIRA e R F AN
R Y, Pham S AT TR H 4 4 GABA %1k
(GABRA2.GABRA3. GABRA6 Al GABRG2) & [A] 1]
26N AL TR 2 A TR EURE, /£ 26 MR HIR 2 A1
B DRI BAG JU 1F) 26 — P B, %5 8 Y GABRA3 H1 A7 24
P58 W BOR I B8 (P < 0.1) (IR, SR A
PRIC IR B OCHRTE S M B R Re il . 2 )5, Fuchs
SISO o 3k MR A -2 T TR AR (GABAA) 21k
[ y2 30 A B DY, B AIE T GABA BEBRRE ] At 5 SUAR
JiE, HUEBH T GABAA SZ 1R FEAR A /I BRI H AR B 22 1Y
AT DLIE i G AR 245 4 36 o7 0 ST JRR I 571 2 S i 1
. AL, Ren Z5BUff ] GABAA 24K 2 WU B J &
T (y2+) /N AT PR GABA RE B [ X 43 & B 4% 3 1)
A RERLIN, 45 BRI 24/ IR GABA B 5 fidi % 326 1)
JE B b S 3 NMDA 7 R AMPA B 28 50 182 52 4K 1) 4 i
R RIA 202 AR EE T B, [5)I 55 70 P 0 1 40
B4y &R RE 5% il 2 56 25 (M ThRE 2 B, FORAIE B T
GABA fe ik [ 2= T SR AUINAR I KR A o Lee 55152
HEE T GABA FH I 62 /N 55 Rl HE AT 30 AIE, Aol L 5 #)
AIVHE R IR R, Bk 30 5 R W BLP &, A f Tk —20
IGAE. 25 A LR X GABA SZAK BT 5T, 1EFH N N AF
TEWTR 24N 1) 7R B G O FIAIIE FF R 93 T g F —
Fil GABA 524 R A8 S B AT 5] 2, i L A4 iR — i 7 B
o B PR A 57 58 5 5] R AMARE R0 i AN 4 I H @
GABRA2.GABRA3.GABRAG 1 GABRG2 J [A| 1 3

[F) 75 5 R AN 45 P8 1 R B 15 1) R 3 R kS 32 AR e,
A HoAth GABA 52 14 (1 22 J PR 3 [R] AR S 2 5 X6 101
i R A K B 5 M AT AN 2 o

6 Hfth

b BB SZ AR EEDR A1, BT 52 R B TR 2 B2 Jf 52 A
DR 55 55 3AIRE A A — B IR R . Lutz ZEBIGE T
ANTR] g & T 1 SR 52 A 2 Y 25 DL R 0 (] AR A 47
5, O FEBT 3244 (4393 5 DOR AT KOR) e [
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Table 1  Abnormal types of receptor genes associated with depression. GR: Glucocoricoid receptor; NMDAR: N-Methyl-D-aspartic acid

receptor; AMPAR: a-Amino-3-hydroxy-5-methyl-4-isoxazolepropionic acid receptor; 5-HT1A: 5-HydroxytryptaminelA receptor; GABRA2:

y-Aminobutyric acid receptor; chr 5: Chromosome 5; PFC: Prefrontal cortex; Hip: Hippocampal; DG: Dentate gyrus; DNAm: DNA methyla-

tion; SNP: Single nucleotide polymorphism

Receptor Receptor gene Gene loci Level Type
GR NR3C1 chrs Amygda | ® DNAm®!
PFC Lo
NMDAR GRIN2B 12p13.1 PFC T rs1805502-rs890
G-T hyplotypel!
AMPAR GRIA - DG LA rs4302506, rs4403097
SNPE3!
5-HT1A - 5q11.2-13 CSF | e r$6295C(-1019)GEel
GABRA2 Gabra2 - PFC e SNPLI
Hip | vl

HTAMPAR fi5 52 K3, 1B R 2 B0t 7e 45 5 /£ NMDAR
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[F) FF B B4R, 75— 20 @ i i 55 AMPAR TE #1145
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