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Roles of DNA methylation on major depressive disorder
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Abstract: Major depressive disorder is a common mental illness that may lead to severe social dysfunction.

Its pathogenesis is still not fully unknown, lacking objective biomarkers for diagnosis and treatment.

Epigenetics refers to heritable changes in gene expression that occur without alterations in DNA sequence,

with DNA methylation being one of the main forms of epigenetic modification. DNA methylation of major

depressive disorder related genes plays an important role in the progression of disease, which has great

significance for the diagnosis and treatment of major depressive disorder. This paper reviews the research

progress on DNA methylation, in order to provide valuable reference for future research on major depressive

disorder.
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S, 5. DNAHUL(LTE RE S 0 >

KA IR D RERI AT 1AL A8 1k, BARDNA 4
. R B AN AR 2 A RN A S5 52 0 2 (] () 3R 0
NIORC BRI IREN TR S8 SN &= DS B LB U S £ 1 i
Ty GO R A T S A U R AE L A R ) 2 3 3
FEMDDTE P 111 2 Floks #1 08 1 fe e R 3 2 — P
WHFLRM], EAEA R LD BMDD ) HE 2R S
IR JEER, R EAE R 552 5]
FORFAL, FEMDDH B2 h 2 2] )2 19997, R
LI A% AL X T A 35 TR 2 G B2 1R 8 1) R ALE A2 AT
FEMDDZRE A5 0 (1 B AR e R, B AT
R ¥ MDD 5 AL Geidt A% A AR 5 DL, 1
WIMDD (¥ A AL B2 4 7 B B k. DNAFIJE(L
R LB EZRA L —, BEMDDHHT
Fodw % IR AL N . 4 L NDNA FEEAL I £
B A T HAEMARE T R 2 W BRI S A
KT, LA NMDDIZIR IS %,

1 DNAREALSHERE

DNAF B & HIDNA 3 5 % i (DN A
methyltransferase, DNMT)f A4 255 im 2] g s
WE - Tl 1 - S5 W8 (CpG) A% T IR et g (1) 565 S48 Al
JR 7 b A0 A 5- F B i E (5-methylcytosine,
SmO) it . FEBR H CpG k% 1 IR % 4R 1) X J FR
HNCpGEy, ANEL60%MHEH &3 & & CpG iy .
CpG &yd i AH L N2 R R AE FIRALI, Mo R R
WIS O B R AR B 2R T AR, 7E
DNMTHIWEH T RAE R IAL, HEERMGEA,
M DNA S R 74 &, N3 80E R
FiE TP, CpG & i m 3L 53 R R IA TR
A 9%, T DN AK 3 AR ) ik 3 R R A0,
DNAH EAL AT 72, SDNAH St
FEAHXT B2 DN A 25 H A0 AL 355 P P AN [B] i A%
— i I HIDNA F AL T FE () < B EDNMT (1)
I R B LE i PR S A B M e Bt R =
RS mCHDNA 2 H HE 4L 10-11 5 £ (ten-eleven
translocation, TET)Z< ik & A K.5-F2 H 2 g s v
FEE— DY TET S5 B SUNN A B 48 A 3 5- 7R ik i e
WE, IR fE I M E T . O A B R V) B8 K
2 EE BRI SD . DNA B AL IR 85 R &
H0H S R, 38 sk 2 U B A A5 A 5 i) i R 33K ) 1A
W, 2 FHESMDDHKH RS HIL— RV Tfe

FEtG, 0 h -4k E RSl (hypothalamic
pituitary adrenal, HPA). #&EFH T RG. 5-F2
e 24 %Y. A ERY, DNAF L 5MDD
R R AR S,

2 EREERIDNARE(L AR EE

WHFERN, AR SEA R AP RS BER M
WAL W DNA W AL AR AL, 50 26k (] 1 3R ik
M2 5MDD R B AW STk, Bk
0 5 MDDAH K 2 RIDNA H B A K F 147 1
WEL, k% Sz AR 344 C AR I (nuclear  receptor
subfamily 3, group C, member 1, NR3CI). 5-¥%
th & i 32 R I K] (5-hydroxytryptamine  transporter,
5-HTT). Wit sh 28 35 8 5 K (brain derived
neuro trophic factor, BDNF). W& bl A
(monoamine oxidase A, MAOA)%.,

2.1 NR3CIEHRA

NR3CIHE R SRR AW K 5t I8 2= 52 74 (glucocorti-
coid receptor, GR)Z:[H, @id4miSGRIFIEGRY B
o T R H A B R BT I803R 45 6 oK 2 S HPA Rl ) £ St
RT3 b & IR VA VK
B B 5 R A 5 A% 5 S 5 i MDD S XURS: 386
AR CHITFRIESE, 2EE T 5 EE A EES
PR SRR IR AL 1AL . NRICIZEAIIIDNA
B AL AT DLl o B AS e sk R 7 S DNAF A1 45 &
TAERRIE, bk — DA HPA R ) F s B 5
WHALR 7R, NR3CIF I DNA F A0 58 n 22 3
mRNA D> 5 5 A% W 85 2% )M 56, Peng
A U5 i St 1 19 % [ B UAE 7 1 41 J L i AT 3 A
DNA F AL 50 R 8L, NR3CIFH: K CpGHi FiDNA
e FR AL AE L B8 Q1 05 AN A RE IR 22 TR) B A I8 255 1)
A ER . Mourtzi %145 H — B4 16— il
o7 B AR AN R 42 [ 2 51 B NR3C T2 K [FIDNA H
B

NSRS, FERREE ) B/ SRR AT B
JFiANHE B, NR3CIHEFIDNA R ALK F T,
S~ IR 73 5 5 UK /N RAMARAEAT S A X
HINR3C 13 FIDNA FEAL K T A kU0, £k
STk 224517 MDD s 126451 fd i 7= Xt L i
FORI, 77 JEMDD £ S E MLNR3C1JA )1 P 5
WK Z T 2R, 77 JEMDD S )
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HPABHINREIE 35, NR3C I3 [FIDNA H AL 7K 71
T i A1 3 R 2 3k B AR AM A HPA S 6 S i o] BE 5 7%
MDD R IFEHLEI AT . Chen5! 56370451 v [ 75 /b
ERIPEI R RIL, HEMINRICIE )T H %
WA BRI A T 7 A E RS A A ADE R
2RISR R, BEEMFEDIFIK T HDEMNRICI
JA BT WAL, FEEE— PN T S SR H B AR
RIS . BHEERESTERER, SRR
KIMNR3CIFHERIDNA H I K35, HNR3CI
FE NI DNA 7 H HE40 253 143% MDD & 95 MU
2.2 BDNFEHA

BDNF /2 &8 F2 8 A K EAI R R, 7E R i A
W2 NN X 3RIE, W R 2 R G 4 T )
RE MR R EEEERPY. G TR
W, B R FIMDD & %t BDNFE: R DNA
4 3L 5 MDD i XU 38 i 2 DA o<, EE
FLUESE, BDNFEER JE 3+ CpGAr s FH AL 1S
5% 0P BDNF R A b A 5P, fE18 1 sl
N (chronic restraint stress, CRS)FE 5K/ B ANAR
BRI, B 5 AR T 44 (R BDNF 2R [ /KT
B, iR B, 5 T8 SN
73(chronic social defeat stress, CSDS)J/)NBDNF
BN E BT IVRIEACTFBRE . BRI &P 2
PR 4 RO T IR BB B R B, Mg R
BDNF 3 5 T X DNA H 34k 72 5 0 8 7 &
DNMT3a. DNMT3bJmRNA KA T, [F
BDNFFJmRNAFI & [ i R IA K. ZHF AR,
U R 2 B EE I SR L AR S U (AR R T
L DNMTIERIE, L HBDNFH K S 5 1 X 15
DNAH E:AL K, 3 FFEBDNFIRIE, SN
RAINEFEAT MR A BFFUREL, 5 g Bt fEAH
tt, MDD FIBDNFHE R )& 3 FDNA H 2L 7K
FTt . BDNFHEE R R A KF B0, Hof i
BDNF/K V- 54046 ™ LA — & Mk e, £
EPINIMDD i % BDNFE: N 5 3 1 X 19N CPGAT 4
BHATHE TR I, Horp 1600 55 10 F A /K 3
FIE®H A, NaZPIh st K9, MDD %
BDNFH: R J5 ) X CpG2FI CpG4 H B Ak 7K ~F- 1= T
e 2, H 505 e X 3 40 23 57 o J&E S ol 47
K

W72, BDNFE:H FJDNA H 540 B A 5 2

(K11 R 2 . FuchikamiZBY3 1t %1204 MDD %
18451 fa B X & & 40 I Y BDNFE IR 3 1 Ak 2
ACpGEy( 1 ATV H B AL 7T K L, MDD 11
BDNF%:FICpG 1 H L KPH R, HCpG 1 HyE
B R B MDD W, A NBDNFER
CpG I FIDNAH Ak i 1) 7 286 % i VMDD B A
LW E I A bR £ . LigPUR I, MDDHE#
BDNF#ME T VIFIDNA F 3640 B 2% T+, #ER
BDNF4ME T VIFF CpG Az a5 H 64k 1 1 531 4 57 1k £
A5 MDD R LR 25 S MRk Fe br o )5 48
T IS FTUESE T MDD # BDNFAEAIDNA H &4t
55 KR R K0 42 R B kA7 AR DB R P
FLR7N, BDNFHH HIEAIRZS 5 BUIAR G 7 SN
Z A AFAE R . KleimannZEB¥5% 1144 %6 MDD
BFH AT 10 AR 76 J7 (electroconvulsive
therapy, ECT), JH7EE51. 4. 7TIRECT4: W J5 47
HMAMLRAE, TEREA YA TT I R rpoRe R 2% At o RV
KK E & 56978 BE IR IT L 8CE Z A
BDNFIE NP3 IR A7 E 25 5, HOER Bl
(¥ 35 B AR HR TR R Bl %, 187 A &K
IS 38 R B KSR TR yT o scs, 8 BDNF
MR T A8 TR 0T 3 OV ECT IR YT IR
(97 RO 8 b . WA TR R, BDNFAM &
T IV JE 87 o CpGhz 2187 HIE F AR A ATV Nt
FIHR 25 W3R 7 N2 2 B T R B4 Hsieh 2200k
P, MDDZEH BUIAL 2506 TT 48 J5 25 RE 3 1)
BDNF4Mg. T IX J& 81T CpGAz £ 24 FICpGAL 3241
ALK m T AW EAEN S . XKW BDNFREH
JE Bl X35 1 9 AN 67 sk 1) v PR A A T A S B
HRZPDIETT SN T K7 o
2.3 SLC6A4EH

SLC6A4FE N BT gmiD5-HTT, #45-F8 0% (S-
hydroxytryptamine, 5-HT)M 5 it [i1] B 2 iz 21 5 figk
Hit&It, 2 55-HTES KA. S-HTERZ 2
MDD ] B8 [ A AL, I PR b8 i B S- 2
1% B B 1) 7 (selective  serotonin reuptake
inhibitors, SSRIs)&MDDIHE XIGIT 254, @il
BELET S-HTTHO I S-HTEE IR, AT 38 o 5 fi (] B2 S -
HT 3 A E R FEDUAARAE T . o [ K 4 e 15
WATIR A B 7L BoR, MDD B E & T
B, Horh 2R MDD B AL £ A B 2K
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8.0%, 1M H M N5.7% . — It 5t KL, SLC644
FRIDNA H H Ak /K P fEMDD £ 35 A7 78 1 ) %
S, ZHEMDDEEME T H MDD E#SLC644
BRI B i ) AR, HDNAH ML
L P FIAR R R IE R OR PO, BE R R,
SLC6A4FE R H I = B AL TT el I F: BSLCoA4R
EFIS-HT B> k2 5MDD & AP,

SLC6A4%E R I DNA F AL 7K P 1T DL e 417
KR 25 W (R ¥R 97 205 . Domschke 25 P8I 0 52 3],
SLC6A4K:FIDNAH B IR = MDD B 25 78 42
52 ) P BRI 229897 6 8 J5 3R B H B T IR 9T AL
H . SchieleZFP % 2364IMDD & 3 #EAT A6
PUMERZG WG TT . TEYRIT IS 1 A EE 6 8 4T 4b
JA ML FISLC6A4F3E RDNA B4k o0 #r, 4551k,
SLC6A4KE R V35 F He Ak SN B AR 6 9T (I 29497
VAN, SLC6A4FE R AR S IE H A0 5 25936 97 T8
SRRV R TG 2% A 25 DDA OC o L wp (19 AT BB AL 1) 2
SLC6A4%: R JE 3l DNAMK FH B4k 3 BUZ kR 3R ik
B0, AT ARG S s () B AR B S-HTIR BB, 3K HKVH
T YRR L S-HTAE R, AT 52 M ST AR 25 9 11
J7, RISLC6A4%: R 3 )T R 2 S Bl
RRZTWIRIT LI 5245, A FEHEe R SLC6A4%E A
DNAA H A0 AT LR HTHIAR 259036 T7 97 201 T
B R
24 MAOAXMA

MAOAFERE T EMAOA, % 55-HT. ¥ 1
JRE S 2 HE b 3R S5 B 40 3 T I AR A I A
. MAOAZRIE I LA K K i 5-HT A 25
B RRZ KT FREAR B DA S 2 MDD 3 B2 1) 5 L4 3
HUHIEO . I A b B FHMA O A 011 77136 57 MDD &t /2
IS HHEIMAOATE P, I /b A X B i b 8 346 ) 1)
3 i AT 2 v 2 file ) 55 B2 i ot 40 346 J P R R R
FEGTIAR A F e,

18 CARIC I IE B 2 S5 12 0 i A%
N> AME LA MAOARE R 5 31 F Ak B A% 5 i
MAOA )& B3 I 2 5 AR5, RSN E MAOASE
[RIDNA F JE 4k 7K 745 40 1] s B rf iR MA O AT 1 o
HYISEIR R, FARREIR 518 5 T MAOATE R KR
IEEINARSG, JF BAES T MAOAHM T 5 fig ¥ #%
HMAOARIFRIE, st AL,

PARTHF 78 & WF 75 N o B A B (4D 978 47975 27 T

H, MelasZ" & Bl 5k 5 PARTIA S 1) & ME32 iR 3
X 82BIMDD & 2 F192 51 {ekt i xof {21 (1 e A AR 3t
ITDNAH AT 7R, MDD #H IMAOAXREH
F— AR T X IEDNAF KRR, N T I
MDD & # T MAOARE K DNA H LK -F AL 5
MDD A5 2 AR BAEE R R, MelasZE Pt 5
18 FH oK H PARTHI 7T 1) — 4L AL 35 55 M A Lot 17481
MDD 35 FH2 745 4 5 %) B A 5 5 2 |/ (10T 7L
BH R MDD E#E MAOAFE N B I
IR ST 858 L 1 A R G BRI, 1 BB MDD R
MAOAFER F FEAk 55 53 ik JE xof R 2 1) 2 B 5 22
T o ZHEFT R IREE T L MEMDD i T MAOA K
[AIDNA H EEAL 7K P BRI, $27RMAOAZE N DNA
B /KFEMDDA G, HAFTE I S 0V SR 1
MAOAREFIDNAAK H B4 3 B H 2L MAOA K
PR R, AT DO AR A N S, XS
MDD £ 3% i 7K F 1A A — 5

2.5 PIIEE

PIIFERNJISPI1EEH, XFRS100A10, 7£S5-
HTIBZAR e ) Zh A 4 P S8 EH, S5MDD
19 5 3 AL i) R0 B AT 36 7 WL A DG o B 7 IR
MDD & R /)N BRI 2 2R R P11 ZK T2
iX, A PUIAR 259036 7 A AR 5 VR 9T 5 2 48
NBRBII B R AP 1L, Ak, 5 LA BE R i
X R 2R A b, MDD AL G K P11
mRNARIEBARY . R BRAR S 8 SRR 6T
AL LSS SR /N BRI P 11 R IA D (ka3 B oA
OB T /N R IAAR AT N,

FBAL TR I, K ERANA LY iy 4
JRHR PR JE 81 B 24k, [FIBTP11T mRNA
FE AR TR 53R RS 229697 )5,
FIHB AR R P11ERIDNA FIEAL KT BRAG, R
H P L1RIE K, AL BE A& P A DNM T3 A
(DNMTIFIDNMT3a) %% 5501, Wang 205
FRI, MDDEFESMNE M PIIEFDNA F AL
BEFE, PIHEFIDNA R AL AR B A 16 & 08
Ik AH A R S M B A AR 24 1) T

PIIEIDNA R EEAG W /E T MDD & & HL AR
TSN AR W . Neyazi &8 3 1o 4 2 i 245k
BRPPARASE Y, I FH R 15 R R B (electroconvulsive
stimulation, ECS, #HX4F ANKHWECT)% HidtAT
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DNA R A M, KILSECSIEIT LA M L,
TBIT A R K BRURT A B2 J5T e P11 BE TR JE 2l F-DNA
FELA B R A s . B S 78 114 e 5451 fiif MDD £
HHRHTIOE, AR T /LR, ECTHAEN
PIIEEA JE 2T DNA F ALK P B 5 . ROC 264y
Prés R, PI1JE3NT H A KT LL70% R
HI73%45 5 5 X S ECT RN & % M T R 2 4

2.6 HMAPEEEMtHE X EERIDNAREL

FKBP5(FK506-binding protein 5)3& [X 1 77 4w il
FKBPS4i & A, RGRSHE YR RS &1 EE
WA TP, HoriZgPIwi st K ¥, MDDHIGRI)
mRNAKIE B EW S, MFKBPSFmRNAR LR
ik, HGREYFRIE KL AR ™ 8 F2 B b AH G .
1] ) i 8 K s 410 ) I 560 R IR A 3t KA AR |
JR R 5T 2R B U & (corticotropin releasing
hormone, CRH)SZ4 M HPA i T e F GREUB
kA, KIDex o Kl EE/K ¥, MDDH
FKBP5 1A 5 [z i g /K P 2 2 A O, i o0 B ZH.
HGREIAE J R EE K 38 A OG . DL g5 4R
TN, FERIFRIA R SR HPA R T B8, WM 520
MDDIK JE, #2H GREIE G INFIFKBPS R LD
[RIZHA AT BEAFE MDD AEYnbr B4 .

POMCH: K Zwfiy—FPOMCE A i, FEAETR
Fefby AR AR R G0 Hopth X R Rk,
JEACTH. B-WHEAKFIME IR RTRE 1, S5
KZHEEHFAS 5N EEES@EE. 211
SRS R I, BEELS B AL g /N BRAMAR AR AL 5 B HPA Bl
i P2 R 5 POMCEE R 3 3)) 1 X DN A $7 251G HH 2
A B — e T MDD JE A At E
fJi(non-suicidal self-injury, NSSI){T N H#& 3L K
R i R R, BHANSSUT AR E D E
MDD i # POMCIHEK CpGA . 1 F JE AL /K - T
FREXTHRA, $E7RCpGAL A1 5 5 F 40 v 8 2 £
NSSIF A EMDD 3 R Wi pRic ™

KLKS8(kallikrein 8)J& K b i ARSI B8, A2
—HZHN RN 2 R A B, 32 R
Y1 i 4 3 J5 ok 40 i A B L AR e s I AR A
TEAR BRI R R i E EEAEH . Starnawska
SO, A0 A I KLKSH: R ) 7 X DNA P 4
AR 1) 22 7 5 A R 1 7™ B AR FEAR O . B4
SEUG R B, 1% R RN AS BT N ) ¥ (chronic

unpredictable mild stress, CUMS)if 5 [ A A5 1Y
S S S IKLKSH H Rk, I HiB K
CUMSIf Fil il Fifig S KLK8 IRk, FF
ZIUIRE A RE M 7, S B A
RAFT, T E T A B IR RE 47 07
M A R 25 5 (K LK 81 R 1k & I EECUMS %
SHES AN TE T RS, Rk,
MDD £ # KLK83E X () mRNA 7K - 12 2 1 - { e xof
MBED, XU AR Y], KLKSH:PR ik n 540
ARAT MR AE IR 5%

7= 2 %2 (oxytocin receptor, OXTR)JE R 4wt
W EZ k. K (oxytocin, OT)E—MHIFE
06 2 S5 % AT WA IR R, TE PRI R G i
TEH. AN, ZHEMDDEH FOXTRIL A
JE BT AL AT TR0 (H A 4 3 TR 4 S Bk
WF 78 9 R R B OXTRIE K 5 MDD 2 8] 17 1F 2%
BEOY, WEF R, OXTRIE JE 5h 1 X 1 H 3L 5
FIRBRER RO 7™ E R R AE AR S, — Tt 2 4
7 S0 BB 90 BB T A ORI I B4 RE AR ) L 3E R 1 e
OXTRH ALK, R EREHEFEESFLHCPG
B SR f6 A KPR, IF B B4k o s
AR HEE 00 57 5 P ) 0 R AR R R A AR 210 AR
RS T AEMDD R BLIF A G I I DN A R K
(FE1)o

3 DNARE SHERETT

YRGB L R R G5 A
BIBBIRIT H, FERE— R s R AR T
ok R, shsese e R B, WH KRS
DNMTE A F4mas /e A%, Sales&ElO7V 11,
DNMTHHIFHIRG 108 FAE F 7T LAYsk 55 S OK 5200
57 )2 I BDNFFERIDNA 564k, R IEPTINARFE
RN . Gadd45bad A= K AT i FIDN A A% 155 X T
— A, TEDNAZ HFEAL . g o] 9 vk A 4 7
HORFERBEAE T . YinZE SR B, 7E KRR e afn A
Rk, IR E A 4K Gadd4SbR ik 5, /DRI
LBDNF/K P L2 (X IR A 2% R %, b s /s
J J5 41 Y I3 ;X BDNF-ERK-CREB/E 5 iffl % 175 &
I 28 R 7 R, InE /N RADARAT . X 2R,
Gadd45bn] fEIEITDNA 2 F AL R IEFUINARAE H
SEVRIT A S IR P LRI 25
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F1 HAXEFEDNARENAEMDDHE LI

FHEH RS 5 HAHTY DNARZAL FERI E= DU
P AR L ) ],ﬁ)ﬁN%gﬁiﬁﬁ%ﬁiﬂﬁlvﬁf—ﬁﬂﬁuzvma% [16]
7= JEMDD & & FIHPA R D g 358, NR3CIE 31T
NR3CI 2;;2”?: JRMDD B R26BIERE gy 4 WAL KT s 2 2 ik BT RIHPARE §  [17]
S 57 JEMDD R R B A 5
B FeAp B T ) o
sSPIVDDE AR HAEIA  AEm 1 T e 164
MDD & #H ECpGAz s 2171 H ALK P, H
514MDDEE M2 (@ FEXRE  4ME M 1 MDD & # [ 7 BDNFZ [ FImRNAKFEF1#  [26]
T IER
BDNF 204MDD B E 8 XL AME L 1 g;l%%?;ﬁilg\ggcwl e B AL 2 BT AT [30]
236IMDDA H AN S EE . 2441 - "
[l X - MDD & # BDNF3E A JH 7)) T X 19 CpGhz s A
%ﬁg{)gﬁ*xm‘%%*””%@% SR 16 15 4 M K 5 T 0 36 0 AL (28]
SLC6A4%: [AIDNA H 24K /K F-7EMDD & 3 Fh (7 1F
= PERIZESR, LA T 5Bk R B B S I SLC6A4
HEFLE TRIARIIDLSE SRRm 1 AL, HSLCoA4THAL 5 rbmmm s s B0
EAESE
8245 L PEMDD £ F192 451 4 4 fi W L HEMDD B 3 IMAOARE K 5 — 41 & T X IDNA m
BRI i ! {1 K P B [44]
MA0A MDD 5 # MAOAF: IDNA B 3 Ak 7K P77 78 P ) 22
1745IMDD 25 2 5127514 Jie Xof e M ! S, A A P A A KT A A i R TR [45)
T, B S B R IR e %
| S BT AR WEER 1 gf)g*ﬁ@kﬁﬁﬁ%ﬁ&ﬁqﬂpugﬁﬂﬁ’—%ﬁﬁﬂ [49]
291{7IMDD £ 2 F1100 5 FEXT IR 41 if 1 MDD i 4hE I P1I3EFDNA FFIEL B E TR [50]
15417 /> SEMDD £ NSSTAT 1 541 {gk: - POMCHEN & 31 X HI CpG AL s | R/ R i /b 4
POMC 1311 ShEMm 1 SSRERINSSIT Ha 88 2 2 [55]
KIKS ~ SOMIMDDM&FISOBIEREAIE  AMEM 1 MDD & It i 204 &, KLKSREDNARE o0,

PRI

1: DNAFZEEA AP |- DNAFEAL K>

PUAMAR 259 ¥6 97 T LAIE I 336 DN A 36 1k A
T o435 47 AR E R . Mohammadi 24T 98 & B,
MDD & £ SSRIs¥R YT 5, MDDAH K FIDNA
H AL B BRI, 7% DNA L4k ] LB SSRIs
BITIRE B IEH K, SR HACEEIR . D’Addario
SN 25t LURI SR B, 1 4 AR e R4
5 MDD & # #1 BDNF A 3l DNA H 24k B ek /b A
5, TR RN GEE I B BDNFIE R F L 10 1
TBDNFRIAKF M K IEPHASAE A . Moon
SO X MDD F8 5 152 SSRIs 1. 24 1597 6 JH B,
B IR T £ A SLC6A4 2 3T X 4 Cp Gz i i)
DNAF AL, K PISSRIsHIYRIT 7] LUl i DNA F 3
R MSLC6A4FE IR i #4557 . Domschke5 !
FA 254 R I8 2 7 120 FEMAOAE FIDNA H 4k
LA LA 2509697 [ L 50, X 614IMDD
B AT N6 B [FSSRIsIATT , 45K, MAOA
FAIDNA F 340 5 MDD & & (TR 16 7 R %

HREXRR, HERMMAOAFFE CpGHr A H K
A3 . 1X 0] RE 5 I8 38 N MA OAFE BRI Rk AN
PEARS-HT. WS b2 0 mr % AT 3 sl 22 1%
MDD & X B 206 T 1R B2 AR AE G .
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