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(1 =R [ 5 vh B2 2 BRRy vh 25 2 BRI = 0SB %, L5 443002;
2 SRR ERE R, BLE 443002; 3 304 ORHEEERE, 32 314000)

OB . AR R R UK PP RS PR . DNA F Y B R R rh SR 1 AL L, LR
BETEAR UL DNA JPHI AT T o e £ 8, Jfilid DNA Eﬁ%ﬁ%ﬁﬂ@f’ﬁﬁﬁi’fﬁléﬂ CpG A% TR
Mg 5 SR IR, & — A BRI, HIHIE D s e G € Jo 45 R R T 2L R B, AT S
FERRIR . A FEE Bl PR Y FR AH O R [X 35k DNA H SR A K e A2 e AR, 52 M 5 [R] 3 08 A el 28 33 J 1R 19
LR, {2 DNA W REAGTE RSB A/ FBLI A S8 V8 2 o A ST 32 B B i oA o e TR, Gl 2
JRIE SR (GR) LK. R I A 42 R K 7 (BDNF) J: K DL B 5- $ i i (S-HT) K5 HE D (1 B 4L 5 4R
REZ (A DR R, HaE5TE T3 R RN B AR . DA, B A 9 R RERE IR TS AVE T S A BB Ak 45

KHEiF - DNA HEML ; RWME LS HREE
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Abstract: Anxiety disorder is a common mental disorder. DNA methylation is a key epigenetic mechanism in the
development of anxiety disorders, which can alter genetic expression without altering the DNA sequence and binds
a methyl group to the cytosine 5 carbon of CpG dinucleotide through the action of DNA methyltransferase, thereby
inhibiting gene transcription, affecting chromatin structure, and regulating histone modification in ways to affect
gene expression. Animal models of anxiety disorders involve mechanisms by which altered levels of DNA
methylation in relevant brain regions affect gene expression and regulate neurotransmitters. The mechanism of
action of DNA methylation in anxiety is not fully understood. This paper focuses on the relationship between DNA
methylation of brain specific genes, such as glucocorticoid receptor (GR), brain-derived neurotrophic factor (BDNF)
and 5-hydroxytryptamine (5-HT) related gene and anxiety disorders, and summarizes the research and puts forward
corresponding opinions, aiming at providing theoretical basis for the prevention and treatment of anxiety disorders.
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FETENE R BB R B ES ISR 2 —. 38
HOE , B E 2020 F A BRIAT 19% (9N B EEE Y.
]z AR FE RS (general anxiety disorder, GAD). 15
Re[# 5 (panic disorder, PD). 5 iH [& & (compulsive
disorder, CD) Al 52 L HE (specific phobia, SP) Z5
H A2 FE IR ) WA o A R AR AR AT A B AR B
e PR ML AT R Lt XU, 38 W] g I R AT i 4%
HARRS A REAT e 12990 B 22 B DRI R 53 IR 340 B
VERI TS B M3 AN L [N 22 (R S DA O, ffes
386 T R S R TSR P 5 8 T R 0 32 31 40 10 5 B
AR 47 e 22 3 JOT (%) IR 2 11 O ) R PR ) 4, R
R RAR B R IE 7 W] Be 2 B4 18 T 1)
e 51 R Mg &g pon . 5- B (5-hydroxy-
tryptamine, 5-HT). £ ELfi% (dopamine, DA). =&
IR & (norepinephrine, NE). y- & % | % (gamma-
aminobutyric Acid, GABA) % il £ i Jii #5 7F £5 JE
R AR SCEIER, BAERM GRS
B EL GABA X -1 ) 12 1 22 386 J57 Ty e 6
25| R AL REREIR BN AR RE . R R 5 K e
22 [l R I e B VDA O, AR R AR (R I X AN A4
% (amygdala). HIZM B2 = (prefrontal cortex, PFC).
#3 (hippocampus) 25 R B H 45 4 Je ThRE ) S e
A% S 5 3 BH L e T DN 4H 45 4 AR S 5 AR R RE (1)
KRR, W 5- FZEHIZ A (serotonin transporter,
5-HTT). itz 75 7% K ¥ (brain-derived neurotrophic
factor, BDNF). {25 I 5 s 3 B OB &= 52 4k 1
4 (corticotropin-releasing hormone receptor 1,
CRHRI) % ™,

FREE DR AT DL 520 DNA FEE{L . RNA
FEAV AN B B 55 7 O T RR R A N A
DRI IR, 3 T 52 el 1 282 2 496 1) ) e R B REURE (1)
AR, X R R E AR R
AW ARG K BV &I, SEExT
BRI B e N E—2E rp R AR AE P R
HH G 5 DR 7 R R 428 DX % TR B G O, 8 AR
e LI NNER PSSy a2 27 N N S S G
ZRGE H S RIEVER . A DL SR Al
PR R A U, DNA F A & R a8 % 2 o i
BLIMLE 2 —, H KL CpG &, CpG i KEhsr
AT B DR ) JE Bl 7 XA, o i s g A I MRy 5 i A
F T DNA R B M R B35 1) DNA & (L
X5 RNTEAAAE 2 5, B8 IE B FE A
DNA ALK P ] e R A B3R, X e o538 m fe i
MG EEIEA G, PR R 2 T A DNA H

HEAL R FRREZ AR R 1.
1 EERERN L HHLE

N - 2 4K - 5 B IR (hypothalamic-pituitary-
adrenal, HPA) fili 7£ £ RERE [0 LA B b 4 9 L 22
TER, 'S bR R 512 B U F- (corticotropin-
releasing factor, CRF) }2 CRHR1 7E HPA Hli Al 8 i
Rih st A e 1. CRHR1 45 & M5 55 51 i
T sy CRF, filk 2 FRR R BTl ER (adrenocor
ticotropic hormore, ACTH) [ MM/ 5B A
53U B B IE, CRHRI1 8 [m) 3 B 45 X 380 1) B Joid
R TuALEAEE, W NE (R B BB B,
T B 1 B2 R 1 26 1A b BRI B 4 M. CRHR1
5 DR W o AT /b /N SREE BB REAT O, IX K W] CRHR1
SERE A RS g R IE EEAER ™, 5 — T,
FEREE B HAE R, IR A REEE, FE
B b RS0 s B R ER, T ] RO B R L R T
Uy I HAS A R G 2 N4 e AR IR LAY
W, SFEMZAEILY (neuropeptide Y, NPY) B il 18
It ERE SR KN NEL 3- AU 4- 2 8k
7K ¥ (3-methoxy-4-hydroxyphenylglycol, HMPG).
34- AR T (3,4-dihydroxyphenylglycol, DHPG)
A S-HT AR =4 5- F2FEW W 2,18 (5-hydroxyindole
acetic acid, 5-HIAA) & E 80, FF H M 5-HT )
S BN 7 £, X R WA RERE AT BE 2 BT R
i S-HT RERIBaS 51 m Y.

BDNF i iod 3075 % 22 B8 I 52 44 B (tyrosine
receptor kinase B, TRKB) >k Bl & & it #2 (1) # 22
TCAT I, FRAR RN K f 3% 3 1k A T 8 e T,
TRKB it 25 7] 2R A UKL 40 . (granule cells, GC)
rHORE SRR A KR D, 45 AR A 4 T R il 1) W] 2
1 . BDNF/TRKB 3@ #% 7] LAY 5 5-HT A3 A of
LB, X — IR AT 5 AR AR REAE Y g B A B
AT A7 5 B, 7R AR 0 5 A R 1/ B
J PFC 1, BDNF FI TrkB J: R %1k 5. 3% F W&, 4
TRAITIGIT ZJa R e 1 BDNF H TrkB % [A]
(35, T H IR B AT TRKB $5H075 i 5% 22,
B B 7] 78 ) T4 Bl (mesenchymal stem cell, MSC) ##
4y i i BDNF/TrkB 15 5 3 i 0% i = e 3 58 1 42
(R PR 22 70, X S8 N P 28 o0 2 B B AIUR i
(solitary nucleus), FF5F %% H 5S-HT BIREIR, W
A TrkB Bah 77 17 B £ B AR AT N3 B0, X
X W] BDNF/TrkB (5 SiE 25 1 /N AN AR A EE &
FEAT AR A . Bk 4h, BDNF 2 1f7%5 GABA f¢
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PR T IPER) SSBE 570 T, GABA-A T2 fA T T
ERK/BDNF {5 5@ #4 117 GABA R 5fil i 31 Y,
TE B AL B (hypoxic preconditioning, HP) ) 2% 4
T, BDNF i RIEHIE 1 ifF 51 GABA HEMIZE T,
it AR o- B -3- PR -5- L 4. BTN
2 52 A (a-amino-3-hydroxy-5-methyl-4-isoxazole-propionic
acid receptor, AMPAR) I N- 3% -D- KA Z R Z A4
(N-methyl-D-asparte receptor, NMDAR) 3V 3 1) & 1A B
1k Ca™ JR & . 76 &4/ B P Bk BDNF mRNA
A S E GABA He 1 22 ] 38 1) Ty e F 15 A0 B B S5
ffFE R AL P,

FERIEIR N A%, RTReVE S 2 AR DN DL SR
WA OIRAL 52 D7 R R AR EAE 27
FERBAE B fh Ak s WL TR AE AR Ak H T R AN 58 42
THEAE, B FERIR A 58 e R £E FEAE R A L o

2 DNAREK

2.1 DNAFEALHLFI

DNA H AL 2 — Bl 2810, 20t 5 At
MR AIBAE LK 2 —, T LIEA L DNA 751
(175 L T (8 e AR Rk A 2% 5 e i@ i DNA 3
{L 4 B (DNA methyltransferase, DNMT) ({4 I 7
BN 2 CpG A% 1 IR 1) MM e 5 5 Bk Ao S 1 4
G AR (-CH3), MUMEIE b B iy 5
HE s g (5-methyleytosine, SmC)*'( & 1), DNMT

N 5 fh2E% . DNMTI. DNMT2. DNMT3A.
DNMT3B fil DNMT3L, #+ DNMT1. DNMT3A,
DNMT3B & #% 0 i . DNMT f 45 #4485 = =
BEEAY - N i PR S A C I 4K 2 A A
Ok X4k P, DNMT Sk /& — 28 78 % Wik 4% 1
P BAG AT RE RS (1) DNA &1l . DNMT
IThAEZREL. WM. RIEKFRE, 252
P2 RE FH, SRS R PEIBTH
I RN e 45 22 Pl e DNMT1 s i O f
) CpG & 1) DNA FIEALBES, B 1 620 M2 2k
P B HE AN 10 /N5 FLAR AL Th A8 A OC I AR 57 25 7 4L AR,
TEHAZ AP AR, TR/ 2440 M el R
ik B, DNMT2 il i 78 tRNA ] C38 £ 4 ¥
HHJE L, SEBLST (RNA [ H A B, X AR AT
H5E (RNA FIFE 1, e rRNA ThEEIEH K
# B, DNMT3A #l DNMT3B & 7E IR i & & i 57
DNA FIZEIL I E B, P BA MR B,
DNMT3A. DNMT3B fi1 5t DNA M 3k F LA 3 37 5
AR, EATE R HEK DNA #4545,
W H LB B CpG B AE CpG A7 w4 A i s e 4% 1 iR
b PR ARG I PR i e ) HE A R A
ZHEFEIEE Y, DNMTIL A B G (TS, H
A4 5% DNMT3A A1 DNMT3B ffE 1k i 1 27,
DNA HHEAL B A 2 #5, HAE % &4
N . 7 =K B A 1 L3

A O
Cytosine C \ R Nt
ﬁ\N DNMT CHa\ﬁ\N
N/KO N/KO
H ; : H
SAM SAM
CHs
. . ! : 3 R
B  Expressing silence
C G A(©
© ©re

(A) DNAFUREAL Y — MR (B) 83T DNAF S B Bl R P VR I SIDNA S T |
1 DNAFEHHIE
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FFAH, CpG & ISR B s 1 KW 5 )8 81
X S HE R 0E Ja s ok B (AR RS R, CpG
5 R A B RGBT B 2 S EUE R TER PP, DNA
AR L R A ke A S BRI, s A
FER A M40 Y. DNA B AL KT i 3
RIZRIR () N A G, A8 18 M o 22 M A e /) BRUASE
B, /B PFC H 5 2R AR Ty e RS AH DG I 2 14
W 4A A 1 (nuclear receptor subfamily 4 group
A member 1, NR4A1) 1 IH Bk 3 & B (choline kinase
beta, CHKB) F& K| 1) ALK P BEAR,  &HRIGYT 6
AN H B T /B, PFC 1 DNA HEEEAESE,  HL Ras
1 1 04 A% R BE I 2 1 1 (RAS guanyl releasing
protein 1, RASGRPI). Ras J< Bt 35k 5 jif il 71 1 (Ras
association domain family member 1, RASSFI). NR4Al
M CHKB FHREEF R ILIGIN, G2/ 1/ 18 1tk 7%
g B NARAL T BEBOIR A R DNA F %64
AKETHE,  SEEIARIE B i S A PFC H BDNF
5 TRKB 32 fA& 7K ¥ FEAI%, {8 H] DNMT #1i 71 7] 3
5 PFC Alifg I 7 [f) BDNF 1 TRKB {5 5 # %, I
VS NE G 3 A 2 T R S A, RS B PR AN
SR PTIARVE R Y X RIS MBI ARZS (DNMT
PR ) W3 RS S K DNA A R R R0k
KA

TEXE I3 Z40E (schizophrenia, SCZ) B34 H4MH
I kZ 41 (peripheral blood mononuclear cells, PBMCs)
1, Y- f45 A H -1 (Y-box binding protein 1, YBX1)
K5 SH3 F1 2 &4l 85 11 R 45 /3K 3 (SH3 and multiple
ankyrin repeat domains 3, SHANK3) Ji &1 1= H 4k
X455, 727 T %2 68T 40 (induced pluripotent
stem cells, iPSCs) 73 4. 2 5 2 01 il 14 # 2 JC B,
SHANK3 [P #1510 52 ] DNA F 240 (1) 3%, %
YBX1 WARAEME T HIESE T YBX1 X SHANK3 %
IR EREAE R IETEH . X5 R K DNA H
FALAE SCZ By BHLHI e EEMEM, JF A
SHANK3 11775 AL AT BERCA SCZ HITELEAMNE A 4))
PR ™, A IRIER DNA LK 5 E
K RIEAHR, X R PIRIE AL IS HLH] N2 4L,
Bl 40 A 51 iR B 3 DNA R AL /KCF T 5 2
ik B AAFAEAR SR A R B, X LB 45 R kK T
DNA AL S 2 5 40 i) 5 PR 2R A OG22 B0
SRIE T AE VT A DNA F R R i i 42 FH Isf 25 &
FA B IR O p L Y, hAh, DNA bz
B 2R R, Bl ERER ., ARG T s
[R] 2 45 24 1] LASZ Wi DNA FF JE A A 28 K o ™9,

R, #E— B WF 5T DNA B JEAL B X T 2R AR 0
10 5 A= AL DA B T 5 AR DR300 BRI 9T 5 VA LR B B
2.2 fx¢HLR A DNABRE AL 3T S fl/40 4R ST A RN

oG P9 DNA 25 4 A5 1 A2 24 o i T e 11 DG 0
B, T4 (neural stem cell, NSC) 458 5 47
AN | TR EL SN 73 0 5 =W I R et v/ N
K FE 1 3% (long-term synaptic plasticity, LTP) #& 2%
ez AN fh a] A G JE AL, WA R BN RS
AR 2 A1 i) DNMT i 5% 5, LTP g5 PR fiir, 5% ki JE
Bz FAM S, B S 2H 2 DNMT3A i Rk fE
e E W /N RS A2 T REFE RS . DNMT3A
AR 3E NSCs 7€ [ 73 LA 6, DNMT3A H:[R G
K/ B ONSC 52 [ 4 48t 4k IR 30 B 3 R RE,
AL i e 2 f S 400 A K 3 Y. e SR
o, 0 3T DNMT1/3A A B AR 4 3k B 41 1) 3
PORERE, At 5 XA [R] ) ikt LTP Y 2%, ACHS 21
5, FEEN RIS RE 2 Y. e sE G
i1, Ht= DNMTI 1 DNMT3A £ 2048 J5 A i o
LRI TS FERR S A= ik, PO

MECP2 B[R gatd | —AH LT DNA 454
M, BTEVTE DNA H R AL Rl R A Hh e 26 B 22
YEF B MECP2 3£ R %45 A] G380 Rett ZE A 1E, %
IV SDNIE =L NS4k R UNAY OR &=/ NN (1151459
kaks B, MECP2 j& KA IZ I BT 6 T 1, 3F H.
BB A PR i DA It S S I SRR
R MECP2 fE 4P Jevh i3k, 16 5 40 i o
R IE. FEMHZ T4 b MeCP2 {4 32 BHLAS H 1)
R 5 440t o A O ik L [ b 4 e 44k B,

DNA H AL B 5 AD [# & 242 F R & %5 U AH
K, R SFEORREE R R RO IRe AT
S EARLACIZ RS B, B b, R WL s i
TS AT AR 2 5, R 5 0 DNA
FAbamd] A UUAR, R B EE ¥ F EPACs/miR-124/
Egrl {5 5% S MM & o E, SGK1 #il 7
TERABR, XN AD B TR T HRE P, 5R
TEE BB ORI R 5 2 A ] SR R e R G A D 11 I
[A 1) DNA F A0 AR A4 AT B 2 35 A% AR B R 3 52
SEREIE & AE I — P L BT Chen %5 B 7E {8
X HEZH A () 15 AN PEC R B T B M = R
DNA FIEALIEN, XU BEH 7E SCZ HH 2 XU 3 [A]
ISR fib A 528 1% Th o 4R . 28 BTk, RNl
DNA FEEAL AT DL 28 SR fl T s 22 TG D R, A

MR R KB FIRE.
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FRICHR, A i PN R 52 JE R DNA R A 7E 48 REOE H B 2R P~ B 921

23 NMEHKSAIFSDNAREL

IR 5 R AR DA 32 R AR AR AL BN )
IR H 2, B A& A LB DNA AL
AR, WAL NS BORE T RN GC KT
FEAEREAS 5 RIS B B0, IX B I fe B ] 5k
WA e PR IO BRAM R, 32T 5| S R W38 A5 AL )
G SRR IR P FENIBARIE R, g X g
DNMT3A (¥ 1% 3 i, DNMT3A i 5 52 52 1 () B
%I 5.3 2L K] (immediate-early gene, IEG) [ CpG fif
REEEEN . E KRR K SR R I, X
PE R AT 5 2 FBY /I B AR s B 8 ik A () 5 4
(C-FOS) F1 5 IAA K R RiK - 1 (early growth responsive
gene-1, EGR-1) B [K J3 2 ¥ W 5 52 1 CpG 7 s
DNA F AL 9 /b, [F] B 52 1 45 4K 2] (dentate
gyrus, DG) #f & o YRR B X 4 25 7 N e
FEAEE S- IR B & R (S-adenosylmethionine, SAM)
BEHIN T XL C-FOS fl EGR-1 5K 545 (1) DNA
AL, IR T DG M £2ch C-FOS M1 EGR-1
(% SUEF, AT 4ERE RS (AT RS Y i
J& BN 35 (post traumatic stress disorder, PTSD)
f) DNMTI X i) DNA H AL 5801, DNMT3A
DNMAT3B H£[F¥) DNA UMLK . AN
B 24U & % 2 A 4K 1125 DPBI (major histocom-
patibility complex, class II, DP beta 1, HLA-DPBI) 1
W ¥ R AE AT A0 R AH 9% 1R (spermatogenesis and
centriole-associated 1 like, SPATCIL) 5 PTSD AH>< )
PN X IBCEA 2 e R AT i, S R AH L,
W R 2= S B2 fB X 38k (differentially methylated
region, DMR) #[t &t 75 PTSD & 3 ) FF 3 fb 386 iy %),
Rlit, RIBCIRAS o] CAsZ 0 DNA FF 858 i 1) 3 14
M52 DNA F AL 7K (AR 4k

3 MHXMXADNARREMWSERE

AN, XA, AT R HT S5 A
B, A KR rp b PR S B AN TS S ) b Y
A= K% U 0 BT &5 JZ 2 (dorsal medial prefrontal
cortex, dmPFC) Z [A] ) Ty e A I 15 47 1 1 JBOIRAS 1Y
PEA A O N, AR R BB I X N A 1% PFC.
W T RIS R DA B TR S . eSS
r, Liu 28 VR LA MIRT A 2 2 (medial prefrontal
cortex, mPFC) M- 4% 2 Al L& Ik &, IF H
MR RES 5 s BB EEAT . B,
FEANAR . FERE. RVESEZ PR T, dmPFC [A]
RS A0 A5 4= A% A 4K 0 22 T (basolateral amygdala

projection neurons, BLA PNs) H [i] 5 & 1 4% 7 5 /&
HEURHE . —. BERIMIA 4% (BLA) 2 4%
(MRS, BLA Ko B KBS BT
H AT R H e A 47 4% (central amygdaloid
nucleus, CeA), CeA &M —NLX, EiEid
P BIMGT T o A0 5 B T P DX 435 119 R0 5 oK
RIEFLERB AR D6, BLA @ 55 4 484
B EAL Y CeA, T CeA I8 i s 1o # 5 4F 24 4%
P9E 5 R0& 1 BLA, Xl AH B HEARE HAF A Al
73 BLA 1 CeA REME I [R] 2 5155 48 1 715 AN B
i . BLA PNs X7 PE #0226 S 088 I 512
P 7 BT £ FEFE T 2 IEAR % 7 R GURH (bed
nucleus of the stria terminalis, BNST) Al #1~#% 2 1]
A2 HER, XA a1, Bl
B ) £% 20 PR #% (anterodorsal bed nucleus of the stria
terminalis, adBNST) FIHfi [ JZ BNST P51~ K [X 2H i,
B KM g i AR R RVIHSE s 25 I B N X
e 3 1% 0T adBNST #2251 21 40 ] °F % (lateral
hypothalamus, LH) 7= 2Efi A2 f&1E A . eIt ¢
HOR L, JGIEAE S BLA ) mPFC $5F #8655 34 i
KEEEIEFEAT Dy, TG AL H ] BLA [ mPFC %
SS9 K BB FEAEAT N, mPFC 7] BLA #507E4E
HURZS 6 KRR A FE AT Nt B AT T AR A s
U Ty Ao e 23/ B E AR, LT IR AR P 550
AL, SN RE R TR RE R g o . &
FEREAT 9 15 98 I i B AR UE B G, iR i AR
(ventral hippocampus, VHPC) 7E/ i T £ F& H 4y 15
#EEN @ T, vHPC [7] PFC [ 4% 4 X PFC
B RN R AR AL S0 T B RS
PFER], KB vHPC Ji A2 51 k2 vHPC [A] PFC
24, AIRESE PFC  AMEICAZ T B AT ol B
bR R RO A5 TR e T fish T 2B 4 1R U Y D e 2 4
XL S 5T L AR A P A Ah,
i CA1 [X #if 28 7o B 4% 5 21 K e fixi 7] [X (lateral
hypothalamus, LH) A DA 5 24 HE SR AR & LA H
FHWAERYE, N HPA #igs) U,
EH IR E ], AN DNA R TE
RGPPSR Ik R ke s LR, RN R R
BH A% 1 DNMT3B 315 0] /0 5 B OK B
EEBAEAT A, A ) AR B AR AT VAR 7 e B
(low responder, LR) K 7E i A J5 R A 4% b 3%
Pl DNA HEEKFTHE 7 545 K s
KEAHLL, R4 T CRER A KR A%,
2K Y (neuropeptide Y, NPY) A1 BDNF 4h&.1 1V 1]
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DNA FEALK T, SHEAT I+ DNA HEfL
MU ZEEL, AT S BURAE W IR BB AR AT A 7Y F
BEES T /N BRI RG] S ) 2 MR 2 3 B sh )
LA REAEAT A, B0 b R o R KRR TG A/
BT A2 A% TP K B4R DNA FJEAL K RE{IS, {H PFC
A0 A 5 4 DNAFH 3640 K P R R A s T,
Wanner 25 " 5 91 & T/ SR BE ) (cannabidiol)
TR T B SEREAT R S R R 0, el 4 R
[RZH DNA FEALKFRBL, F1AR/NRIE S sz
PRAEFNHIEA T~ 2 (nuclear receptor corepressor 2, NCOR2).
EEFE [FIJR A 3 (zinc finger homeobox 3, ZFHX3). GSE1
4 i 1 JiE 5% 1 (Gsel coiled-coil protein, GSEI). [
JZ 71 PR &5 #) 3 &5 1 16 (PR domain-containing 16,
PRDM16). & #JL LIM Z H 1 (four and a half LIM
domains 1, FHLI) % B PR 2 UK 34K -F. A
A B B 1 8 = 7 )M (bred high responder, bHR)
AEAG B FEAT N IR HT A ) B (bred low responder,
bLR) ] K B & JE 1) I 5 A K i€ [X 15 ) DNMT1
mRNA FIEKF R AW, 5 bLR KA, £
775 55 7 R bHR KB #E 5 CA3 X 1 H 4 DG
X DNMT1 &IEK-PThi . R bHRs KB AE™
IENPNIE e R A S LR Y S N R

Rk, 78 KM, DNA H B ALTEAS [F] 1 fing X
AlRERE ANFEIMEH . FIRIXEH ARG TR T
il DR o i R 0 R A LR, DARGA RN D e Rl
G 8 I 05 55 00 11 A L o

4 HEEFHDNAREWSEE

4.1 GREFHEMLSEE

LR R JE 2 S BRI R M L F 00, H
T HPA A S 56 ] F A0 B e /R VY. HPA
HEZS 518N M AR, wn LUE %
5 90 L AOUHL 25 40 78 A T ) i 2H 2 11 45 KRR Th e AR
Iz 20, HPA HliOCHEEE] (NR3CI. FKBPS) [1)
H B KPS AR e ARE B3 10 . AU R [A]
B IE], TR, ST OB R A X ) S5 R A T e
TETEXBE, DNA FH AL 2 —Fh R M 8/ 2% s
i, ATRE 3 RS PR 9 ROk R 4%, AT S X
NR3CI %K P K FKBPS (3l gk 4 o2 7%, GR
e — MR R E BRI R T, T &M GC
RN TefE4E, FFRTT AW KE . BB
FJSRE I R e 53 B9 fERBOIRE N, B LR
FE R4y GC, I IE Y E T AT EE & S 1) GR
55, PASUR BT HLE 3 W IEH GC K,

FEH CRH. ACTH MIERIE, B )56 GC 153k
T 24 RF 5 R 4 B e s . HPA S Thee
B fiS 50 70 VA AT GR AR £ 57 i ¥ %R 52 4 (mineralocor-
ticoid receptor, MR) Z [A] I AN P17, #fF5T3KBH GR I
RETE AR RRRE 2 451 ™,

T F5 5 A0 /N BRI B K P o v AR
FEAT G, 72 85 i 4k o CRHRI 2235540
Al FKBPS 3R 15 PR AR, X S8 JE K R B 1) £ 7
CRHRI W 3 At 7K ¥ B& ik f! FKBPS )& 3)) 1 X 45
CpG i Sk A 4L ¥, DNA 34k —Fhzh
BIEAR, AT LRz BRI AN A T O 2R T R
AR, RS AR B EAE B NR3CI
B IX 45k 7 A0 5 B AN 28 10 B A 2
BWRFRTGEA R, RERZM SRS IS NR3CI
TE T ) NGFI-A 45 & 07 15 1) F 340388 fin g 5% P2
Bl A B2 v AR R 2 SRR AE LT i NR3C
FEIR AR 0 PV B TR EAMR R IR T
NR3C1 HE R F B4k 5 65 pEORE 2 [R) A7 76 &2 35 1) IE AH
5 P2, Schmidt 45 ™ i Fl 2 & 1 NR3C1 i b /1> B
AL B/ BRI H T () DNA FF L4k 5 Bl 48 3R 4
J% 2 DNA B AL FIEE R RER BUAROC, JF Hak I
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