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Research progress in the pathogenesis of depression and disturbance of HPA axis

CHEN Ai-Ping', WANG Hui-Qin’, CHEN Nai-Hong'"**
(1 College of Medicine and Health Science, China Three Gorges University, Yichang 443002, China;
2 School of Pharmacy, Hunan University of Chinese Medicine, Changsha 410208, China)

Abstract: Depression is a complex psychiatric disorder with a pathogenesis that remains incompletely elucidated.
In recent years, dysregulation of the hypothalamic-pituitary-adrenal (HPA) axis and genetic variations have attracted
considerable attention due to their pivotal roles in the pathogenesis of depression. This review systematically
examines the aberrant changes and pathological mechanisms of three major HPA axis-related hormones,
corticotropin-releasing hormone (CRH), adrenocorticotropic hormone (ACTH), and glucocorticoids (GC) in
depression. These abnormalities include neurotransmitter imbalances, neurotrophic factor dysfunction,
neuroinflammatory responses, and gut microbiota dysbiosis. Future research should focus on elucidating the precise

mechanisms of these hormonal alterations and the relationship between genetic polymorphisms and depression,

aiming to provide a theoretical foundation for personalized treatment and novel antidepressant development.
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IE 2 — MR it ORI FMHE
PERI SR ARSI, HAZ MR Ak 35 82 R AR
GEANPRIRGR R, IR JARER AN R R ILBeAg .
AAE B AT HE DAIA . R R ROOE T R A
s OREALE T R A, e MR AN, B
B WIS W 7 R 256 kg B AR,
FHIOAE 51 RS AR 28 Py o3 AT i B T E 3L R

% (hypothalamic-pituitary-adrenal, HPA) i I g [ 2%
TALESNHSRE A9 P S E A . HPA fhg— 1R
AXAER I 2T 28, ERENURM N BUR

R R FERZGOAER B bR SZ BN R S, 1R
9 R S E A R G HPA B s, 2
B b IR R IR R U & (corticotropin-releasing
hormone, CRH) M T il % 551% (paraventricular nucleus,
PVN) B, Sl #E 4R ] RGN FER T (anterior
pituitary, AP), SR Jo iE e B L R R o I AR R TR
% 2K (corticotropin-releases hormone receptors, CRHRs),
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PLFE SRS IR B U ES (adrenocorticotropic hormone,
ACTH) B, 2 FEUR MR R ORI 1 o R
(glucocorticoid, GC)» RIFH/KF- T 1) GC 25
78 H 32 A B F T o 4 e it ad 42 4 ) HPA Silt 1)
SR VNI TEZEEE o IR ¥ - N 0 SR S o Gt O L
P 7725 5 B0 HPA Bild BEl0E, FERION T I
i CRH #£2 JoiE PRI IR G N, 350 CRH B0
I, R i ACTH A1 GC 43 i3 i, 5 84
HPA Hfi 70k, Se & SEIME &4 (B DT ik,
57~ HPA il ik B2 375 SR 1 43 1~ WL )0 T 38 g 440 11 i
FYEIT FNARGE = R B 2. AR UL HPA AR ER
Ly, N7 I AR 45 HPA Fi TN REfRiS = 5
FOERE o ERATL I 1) BB it ALt e, CAHIRIR ZOBT )
PR 2550 s AR AL B 22 () BB AR A

1 CRH

1.1 HIEREER E AN IEEL P CRER EZL
MR

CRH & KW s 15 7], s fs1E 2.
AT R LE N s g0 3PLRE, /2 715 HPA
B NHIURE) J7. CRH EZ @ 2 MAFM G &
FARECZ AR IE R, RIR b e BcR B R
1 4 52 4K (corticotropin-releasing hormone receptor 1,

CRHR1) AR B b i 57 o P R R i &R 2 2 4k

(corticotropin-releasing hormone receptor 2, CRHR2)",
S AAIE K8 IR T ) CRH K 2 2 25 T e
EES T AR T . Kitk, A28
HAE SR R BEATER AR AT, IR DA N BRI T
BB R ST J7% (3R 1)

FERG UGB, L SCATIATABE 20 8 i e FH S A
FOUFTARAE 38 1) BRIk . Hodr, YA v T
FHE A S B (chronic unpredictable mild stress, CUMS)
TR S — PP It AT AR A, CRH I 5 TH a2
LT CUMS RIBUR IR I N BEAERE FE R, K
JR & 12 3- ¥ % B (kynurenine 3-monooxygenase,
KMO) il = 2 il i K JR BR (kynurenic acid, KYNA)
i FAMAFEAT N, H KYNA 2516 4 2 g fil HPA
s U Hasegawa 25 " R HL, CUMS 2K
W KMO RI&KF, 4k Fif KYNA 7K, X &
CUMS 7] Gei i 28 (0 201 - KRR 2R (TRP-KYN)
IR S CRH . BAEWR LI, 18
YRR RS ) PVN-CRH 1 28 035 14 38 I 3= 252
BRI AP TOAE N AER PR ] S IR BN 1), 1
N- H3E -D- RAEIL AR (N-methyl-D-aspartate receptor,
NMDAR) & —Fi % 2 2 3248, [F itk CUMS 7] fg il
I TS IETE (VGCO) 1R T I, Ffi
5 FE b 028-1 55 NMDAR 73 NR1 (145 & f8 /1,
M 13 NMDAR #iA, HR4& S8 CRH i .

IEEKFE

Ell IS E DS SEHPARE EHE
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1 AEMER A RHIAREh1E R p CRHK PRI R EIR

Wfe R CRHZE L CRH 53 AL AH L i X S 3R

AR £ 5 — i CRH 1 TEIR R SR S T, WCRHMIfUR. — [10]
T AR

C57BL/6I/IN R, CUMS CRH mRNA 1 FRKMOZK K _FERKYNAK TR [11]

SDK CUMS CRHFEIA K 1 o28-1KF I SNRIZ G, i Rk [12]
NMDAR# ik

C57BL/6I/NR S CUMS JZCSDS  CRHZE /K 1 PVN #1£ 5tSIK1-CRTC{E Sl k2 PVN [13]

CD-1/M iR J R

Wistar HEPE KR LPS4 24 CRH mRNA 1 COX-2 FikT+m R [14]

C57/BL6/NER, LPS% % CRHANZ LSl 1 PSD-93iHI I3 EPVNF CRHMZ L) PVN [15]
R, T i SCHPA R I B 0

SD KR ARS CRH mRNA 1 BNSTHGABAREM 11 PVH [16]

T BN, CUMS: 8P ANTTHANR AL R #; CSDS: Mt s SN ; CRS: PPN ARS: S0Pk AA N
LPS: JIEZHE; KMO: RREMRI-EINARE; KYNA: RKAR; a28-1: HJE T8 EIE(VGCO)MHTT WL, NMDAR: N-

HIJE-D-RA R MR 32 1K CREB: cAMPRNITIFS & HA; SIKI:

WEE 93 BNST: #4UKE:; GABA: y-RHE TR

PP AT P IBOR) (chronic social defeated stress, CSDS)
B 2 Iy — M FH A8 1 SO B Y, A
75 A A BN AR AEAT b e 2 AR o AR R
AT, CRH % 5% 1305 Bk T cAMP J M. 76 A4
4568 1 (cAMP-response element binding protein, CREB)
(PR 1L LA B2 CREB 15 (1) sk L0 8 (CRTCs).
Forpr, CREB W& A0 T2 2 1 #1175 T 5 G 1 (salt-
inducible kinase 1, SIK1) 415 ; CRTC i i A~ [] 3]
W RAE LR, FHLAAINMMLE, s
CREB #l B.AEF "o 25 7 % PVN 4 2 0 v i1
SIK1 Al CRTC #2& 75 4 3 18 1% N ok CRH 2
Wang %5 ' 5% | CSDS H1 CUMS #01 ls 455 74 %of 1t ik
T . 45 EoR, CSDS fl CUMS ¥ 5 PVN
Mz SIKI-CRTCL 5 5 # S K AERZFNE. 1t
4, PVN Ht SIK1 % [A g B A1 CRTC1 3 P i % ik
Al S EUNR A FER AL, Jf H CRTC1-CREB-
CRH i #5415 1 PVN o SIK1 fiit B 75 5 1 2 AR
ER. DLW as SRR, 181 S5 3 CRH ¢
H Tt AT BEAZ B PVN #4870 SIK1-CRTC 15 538 i
3.

B 7B RO, VA R R S R IR 2 0
(lipopolysaccharide, LPS) #& — # i H )55 & sh W)
TASAEAT NI A E RO 5. LPS 4h 252 S EUR K
ZH L IR 7 (o RS PR AE IR T -ou (tumor necrosis factor-a,
TNF-a). [ 4 id /- 2 -1P (interleukin-1p, IL-1p) F1
S 3R -6 (interleukin-6, IL-6)) Bk . 41 T
IL-1PB 1 IL-6 J& HPA %14 ZC80E /I, AIs2m R
i #2270 CRH BURETEG  3E 17 155 - 40 AR 0E & 2E o

HFSFEEBEF; COX-2: AEAAG-2; PSD-93: Ffil)5

LPS 7356 T 3 30 A BRUAT A R A B I # CRH
Fik, HAMEAEAES -2 (cyclooxygenase-2, COX-
2) FI#% K xB (nuclear factor-kappa B, NF-kB) 1A
#hn M, BAEWTRE, RS % EE 93 (post-
synaptic density-93, PSD-93) {E A—FEAH G 1
R W (MAGUK) i 0%, A N £E 1 7 CRH
PR TC I R AT BB AL OC A E Y, 2 S AIARE K
L ™. Qin % KBTI Y, PVN IX PSD-93
I RIE 2G5 CRH #h2 u i) R s 1%, 1 PSD-93
i A 22 i LPS 55 HIAIAE /) BRASE R A SR R
BRI CRH M so i) i P DL B S5 SR$ER,
LPS 5 3 A 048 K 47 9 7T 5 52 PSD-93 i iof 1 95
PVN ft CRH £ s R fidii vk, 3E 1 51 HPA il
o FEWOET S EUN . A, Stk R 4 S (acute
restraint stress, ARS) 2K 5 I8 ] ¥ 5 K & X (ventral
subiculum, vSUB) #5153 /5 , ' I % 554% (paraventricular
hypothalamic nucleus, PVH) ' CRH mRNA ik . 3%
W5gE, PRI vSUB —Z SR #% (bed nucleus of
the stria terminalis, BNST) GABA—PVH #1Z8 3 i 7]
BB G T ax— & 1,
1.2 CRHHEXHNEBIEFRIEM I

PVN tt CRH #12 yo i B ii% R 2 A E (1) — A
BERHE PV T H AT BB R W PYN
CRH # 28 jo I B #22 Wi O 2h 30 A8 5E 19 K 2B,
Mitchell %5 21 gt A% 285 I AT TR 5T, &5
W] PVN CRH 4 70 ) Al it B4 3 UM ALE 1)
R, HIXEEAT AL AT RERR 70 & H PVN CRH 5%
f B 5 2R i /M X (1ateral hypothalamic, LH) X
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. thAh, CRH IS M Xt 4E R G A
FEWE, 258005 X 5 fl 4 H B IE S AMARFEAT A
(&4 . KELCH £ ECH KRB A 1- AT 2
(Keapl-Nrf2) SE&W) 2Pt a MR B O ey 2 —,
H AR DS A p62 it 5 Keapl HEAE 2 5
Keapl-Nrf2 J8# %, 11 A6 R A 5 Keapl-Nrf2
TEE AT p62 H AR . BFE R I, CRH #f it
CRHRI ¥ 7% # & Keapl-Nrf2-p62 15 5B %, MM
SRR EMAREAT A P, B4 F CRHRT #5471
FUA] B ZAMAR AT s

CRH F1#1 £ 3 Jo7 . [8) (1 A8 HLAF A1 -5 H0AR E
A%, ARG, CRH AT LU 5 4 42 5% 57 7E
00 P9 FA) R0 4k 51 R SRR SE B, 40 CRHRI 0
S0 5- 2 (0 R 2A/2C (5-HT2A/2C) ZARI & 1%,
M S S0 AR E 1 & 2R B, I LE AT E AR
CRHRI i i i 55248 W AR 5-HT2A/2C 32 4K % i
JEL, 458 1 5-HT2A/2C ZEA T G S8k . 1Ak,
FF 42 5 W N BOE 2 A8 I 4 R St (sympathetic
nervous system, SNS) ¢ N 1 5%, 3k 17 4 5 #0HK
SE R KA, T B SNS MR 2 P iRk
(norepinephrine, NE) 7] LA /i 7 SNS ¥ i . Perrelli
26 RO gk ¢ % B, CRHRI I 6824512 il 8 CRH-
NE-CRH [Fl#%, FE{NE 75 0 [ HPA it B3
T, BT EAMARE 1 K E

PRZE ZR G RN G R 4 2 (R R AE ELAE B [RREZE 40
ABRE R ¥ E AR, BT CRH A6 e B (1) 4
HAE R A BT 5 ON b B A 0B E &% B
Chen %5 P [UBF 7 45 BB 7R, MRS CRH AT LA
i NF-xB FF i 3t i % 41 Hd K ¥ TNF-o F1 IL-6 [ 3£
ko HbAh, T A0MEE SN G g% 40 MCE R0 5 )
PR N A R FEEBEAE A BEF R, K T
CRH 2> 5 BURF R ME Fz 98 JR 38 T 41 i A 1) bt 28 40
Al T 9 40 i1/ & -10 (interleukin-10, TL-10) 3 ik I8
o BTV R A 2 AT Hh A AR AT A AR R

FIAISIRE i3 0 A A W B R S i S IR B -
J¥r - Foi et Ty e R 4 DA A S FVAI G (%) 3 5 B A
W —. BRI, ERET SESEUR /N
B, CRH-CRHRI 15 558, %[5 5 6 ok 2 0
AR IR /Ras/ 22 2 J5U35 4k B8 B BB (cCAMP/Ras/
MAPK) 15 5§ T, 3k 5 8045 M 4000k 2 5 4513
bR, B G 51 R T R P IR,
CRH-CRHR 1- ZZ 87 {438 4% KO0 B g MK i A4 328
Bl I 51 N8 v R R, X AT B R AR K
BRI B -

1.3 CRHERE/KFZ R SHNERE 4w XU HE X

PR 2 51 (single nucleotide polymorphism,
SNP) sZFR1E DNA Fr 51l BEAMZ A IR A A2 A AL I
F, XUEAR ] Re o UL R R IA AT Th R, AT
RN FIARAE RS . A TR, 4ihY CRHRI 32
PREED] CRHRI 1¥) SNP AJ DL T0 A V)« BE AT
A AT S ACEHE S, AT I AR AT 9 AH
KMo g i P, i A 3 T3 R 1) SNP
KERIIHT, I CRHRI %2> SNP 5 HIAE 9%
R AH DG Ak, CRHRI P4~ 2 25 1 rs878586
M 1516940665 5 4 S 7 FLANAL 254 AT RO B4
M BERR Y, 2 84T HArSRIMM
HISHE 2y AR O (1) HPA il ZE[K] SNP

ZE L PTIR, 1AL AR S 3 BUIARAH 5 IR T e
TG BARHLSTS A 1 e WY, IR A FEAS R AR AE S
IR b 52 HPA fili h CRH i FERE ) E AR ML,
WA BT T R ARG HERR YT T

2 ACTH

2.1 HEERE MR PACTHR BT LAIHE
eI

ACTH 5HZ M4 &6 4% S E LR R GC 1)
FEAE, AR B R T SERTE BRI T
FEREERER ", ACTH /K VT & il H A A
HPA 1 D) 88 28 BL A T AR E A AR (1 — g 3L B
SRR G AR EE R B, ZEAS W7 S IR Fr A4
H1, ACTH ZK-F &3 T, I BT LLTpe v 2 &
PIHCRE M RF SR A= EAERE ™, b4h, 78 CUMS
ARSI RS e, AR /N BRI ACTH I 2% 7K - B
BT, RSN BT S CRH 5% Tt = 4k
M 5 50 ACTH 5 8 B Jstid s ity U ik 738 R WA,
KA ACTH 25 2 UK B HPA ik, Hil
PBUMAREEEAR ¥ L EWF iR, ACTH S 24
HIRE e EEAE A
2.2 ACTHEXANERERIENH

ACTH I 224k 25 3 BUE & K 1 [ B 7. Song
S W TR oR, RS ACTH 5 (1 K B4R
R, HfE IL-6 F1 TNF-o WA BT, H
K R T8 T A MR A Rt R AR T AR, AR
H (Desulfovibrionales) %5 41 b £ FE¥E . 11 A A
WEFERIN, T I v] AR A R e K % R 40
BRI B E AR Y, XKW ACTH &
T HEAIE 90, A48 3 18 BR bR Thae, 0 AL
fER B, MhAh, BRIMEVBEIR SR E R, 1E
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2 HIANE 2 B AE X B HPASHE KISNP

SEIRZRA BN i panii] PIARFEAH OSSN S5 HIARAE K OE &

CRHRI  17q21.31°" 3 5CRHL & | RN rs110402% ) LEE G045 i SR AMATRRE (1) JRUS
151733657
151768988257
157209436 MDD A% S itk
152429245
152429395 L5 PNDIFARE A O

MC2R  — ACTHRJHF 5152 4k B R 1s111734014%  MDD#J38 4% 5 g1tk

FKBP5  6q21.3°"  HPARIMNMEE Bl DkhRikE, rs1360780°" MDDt 5 it

AT AT AHEMPYN  1s9394309°7 BG4 J5 H0AIAE AR5

1s3800373%"
1$9470080%"
rs1360780°"  HLHARZGA K S RNARSE & R
547139165

NR3CI  5q31.3%7  RTTHPARNM R . PFC 156198™” MDD 38t 45 5y
1s333881
1541423247 0 L G455 J5 BRI ) XU

NR3C2  4q31%" VRIS HPAR IS N, F BT R IX I, rs2070951% 30 L3 Q1455 i S5 AMAIAE 1) AU

152070951™1 5 PND R A %

MDD: HFEEHARE; PND: 7=)5 #IHBE

ACTH 55 [ HIARAE K FRASEEY A, KB PR T A A 36
Fion B AR ME IR AR . BERR LB AR, H &
U 22 SRR W I AR SR S A R R A L
K, BB @R AE 2 5% ACTH i 5 AR iE
AR . ACTH B 54 E =N T RILH X,
ACTH %5 4 2> ff1 K B 55 Jo U 1% 0 22 8 9% I+
(brain-derived neurotrophic factor, BDNF) mRNA A
TER, FR AT e, R R
XA R A DY, R ACTH X4 RS HI1E
FAAEAEAE RS S LA o
2.3 ACTHEREKF L F SHIEME 4w XU HE X

ACTH [P)SZARPEFR N B3 T 2% 2 324K (MC2R),
A — PP T4 R B G R AR, X
ACTH HA SV, 80 AR s ik B,
W, ARIE P AEE MC2R JE N 2650 ™, H
HH—~ SNP rs111734014 5 HIAE 2 2 AH 5 (£ 2),
&k — > SNP 15104894660 it 2 5 MDD-2 B! # [}
R, X0l fE el T HPA Hilxt B B iR MC2R 11
VAT bR T B IR B S, T R R I o A 4 2 T i
& MDD-2 R FR A O Rk, MC2R 1 AU A8 5
AT REVS B R S A ML, X e L 5 4R o A
e 9 1) L [ R0 2% T AH O

H AT, ACTH TR HARSE A& I I 0F 7004 L
/b, M ACTH Bt & CUMS A B S 3 36 1 4R
FESHPIRER, 7 R B AT DLUSE SR N HUHF 78 ACTH

Xt VRIS RE PR VR 2 ML ) DA B JE At 0 1 ST 2R ) 5 A
Bl o

3 GC

3.1 HIEBERE AN IIEE P GCHIRET L

GC (R CORT ; ah#rf it B Jot i sl A\ & m 1 B
JiRIE ) & HPA Bl i) 5 25 77 W), 5 013051 HPA
B FEVRER, 2RI S BUE R GC Wb HE
BN A A RE (T AE R R, Ak, AR K
GC IAFE F 3= 22 th B 52 5 38 R 52 44 (glucocorticoid
receptor, GR) Fl £ 5 i & 52 & (mineralocorticoid
receptor, MR) /3. H LRI, HADEE & A4
it 7 HPA i % 4 A GR/MR {1 Y, 3% MR
TR R %, LR GR KRR Y, E AR E
5 AR YA G, CORT A1 GR % &4+ %48
1t (3£ 3).

CORT 73 b A B 15, PVHT #P22 JT e
CORT Wy 7r Wt & R VEH, M & ol i R
CRH B2~ B - 244 1] Bk 78 26 7 fil ¥ ACTH
FE, R G ACTH I BE I R 5 J5i 43 3 CORT™,
ESEHERAMEREFP, WX
(suprachiasmatic nucleus, SCN) 57 I # & 75 B 2 )
ARRE R AP G 8E . HadiiE, SCN n] LA™Y CORT 43
WHERCEHE, A, N i AN (dorsomedial
hypothalamic nucleus, DMH) 1 A K ik A 671 57 1 15175
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&3 HEMERE AR EIEE P GCK TR E

Yfp A GCAE 1k GC 3 AL AH L X ZH R
FIHIAE 2 — M3#HCORT 1. GR — i1 [55]

5 55 33240
C57BL/6J/)N R, CUMS If17ECORT 1 TIHKMO T EKYNAZKFH#E i — [11]
SD KR CMS GRI% 5 it pii i FKBP51 1, GR Ser232 }Ser224 JIE i [56]

ERR ALK P BEAIR

SD KB LPS%: 24 [f.iECORT 1 IL-6. TNF-oJtH — [57]
C57BL/6/ LPS#:% 1fi§%CORT 1 CRHR 1/nectin3{5 5 # 5 % — [58]
C57BL/6N/IN R, FKBP51id%iA  GRyEH|, GR FKBP51JSUMOAL /K- T 5 b [59]

mRNAZK|

T BN L B CUMS: A8 o] FilAnm e S, CMS: M2k i ; LPS: 82k, KMO: RIREM3-ILINE
fifi; KYNA: KJREZ; FKBP51: FK506454 & H51; nectin3: RALHIEI 4 T-3; SUMOAK: &R IKIZKE Eib @it

S8 R0 IR N T B L IX B L 452 SCN R
2%, XA E PVH™, H, %% DMH
FHZ TCUHAT 520 CORT 43 M TfT 2 5 4R IE 19 K AE
KB HESEE, Ramirez-Plascencia 25 VB 77 K IR,
DMH F7 /> AT [ #% 22 5 15 PVH CRH # £ 7T
W5 B0, MR 5 CORT 43 b. 55 — A 1] B% 38 K
DMH [X 73 & & BE 1 48 76 6} PVH [X 43 s CRH [ i
Z 0 B A (DMH™? — PVH™), 155 =4
0] 2% ¥ & DMH [X GABA fit #f £ Jt il it cvPVH"™"
P25 0 R B XF PVHS 3 48 0 /9 40 ) (DMHY® —
cvPVH"®" — PVH™), X T 72 f##r 7 DMH-PVH
B[R 25 AT PR BRI, JE I TR 171 4% PVH 4
ZICIE M I A YRS CORT 43 i, 55 HIAE 95 B
.

KA IS 1 S 8 GC F % Wi K £ b
MLl Hrb, Hasegawa & " W5t £ 8], CUMS
Al DL I R KMO R /> /N iR 40 i ok i
KYNA, ffi HPA #hid B3GR, 2 5 3 CORT &
W, BAEWIRRIL, CMS % ST FK506 45 &
1 51 (FK506 binds protein 51, FKBP51) Fif5 GR
Ser232 K Ser224 W FR AL KV N [ 2 H it 365 25 i )
GR 154 B,

LPS %5 Z54F R—Fp Stk NEOT (A PIARRE R 7T
gz N BT Sun 2 BV FE LPS 45 2515 S /)
BRI RE 455 28 o 0 8% 31 T I ¥ CORT 34 in A i
CRHRI1 R IAE N,  [F] B A B 5 fle 4 A 26 Bt 2 7 3
(nectin3) /b, 1] CRHR1 #5405 o] DLZZf# iR A4k,
X% B CRHR1/nectin3 {5 5@ % 7] g /5 CORT [
SETtE, 55 LPS FSHIMAFEAT N .

H H i SUMO b /&2 — Ml 1% J5 12 1 (post-
SRS

translational modification, PTM),

PTM 7] LLif GR 35 Y, Budzifiski £ ™ (5T
# W, FKBPS1 L) PTM 2 5% GR &%, "5
M GR 75 1 PR AR PA B2 GR 363 K F#AK 5 33— 50T
R B, SUMO 1k ) FKBP51 1] 55 #4 4k 50 2 11 90
A GR M EAEA, #] GR Boik4s& & GR AT,
M #I 4] GR & 1. FKBP51 [ SUMO 1L Al fig 2 —
Fhes D0, FLEE B R AL, i R4 GR TR
Z 5HHRE R AE K& -

HPA Sl 1E N 48 4 20 W R 40 1) B B % 47
HOR AR KRR E R HAD R 7w IR, Jud
FEME CORT KVt iy 22 S B LA &8 366 Jo Al ph 227
TR FIETERRS, DL AR R AEE )
SRR ER (1 43 (connexin 43, Cx43) ThgEERS Ay
TEMME RGRAL. MiXERFHEHE RIER &
T2 3255 5, LRI PSR, A2 I A
& RS AT REA BT SE IR 2 U BRI AR E K
JEHLE], TR S IR TT 5 AT T T
3.2 GCHKHNEBRERIEHLHI

KI5 K Ay R B PR Fe th, AIVRIAE ) R AR
RSP RME RS (LHBSX ) g E 4%
e EYIME R . IR KGR BT FOuEdE R 8, F0AD
i KB 3 AR Y Bl it ) A 2 R A AR B 3 AR A
GERJBATVERCAE, HARR BN AR B 25 4
PR UM 98 5 4 P PRAR DA e i e R 2B 2 51 12 Tk
AR L B 7 5 %2 B GC 2. i iRiE, CORT 18
P 5% % 1R 6 14 SR B AR B ] 5 LA S 4 22 A e I
AN DA KA B ER A, ERE A REAT N
FAE FE SR, 1 GR FEPUAF WA 05 bk
% P, GC AT R IE AT s BT A 12 J2 (prefrontal
cortex, PFC) 25 14 B BB, W 57 2 & B DL B HE A
PR TR 92 P 55 3 A, 2 5 A0 RE o B AR Y,
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IEAh, HE T EE AR FE 1) iR E M PFC 1) GR ik,
SERIE SR IX 3 GC A5 5 % 3 Bk B 7T B 35 A AR
PRI J L S S 1 18 RS R GC K
PiE 2 FEACRAE M ER, R E M R 1
5 1, R GC SUE I B N % f PN A 2% R i)
PREE A G 6 SISO N B B, IR )R i DX A4 3 2
AR5 PR AFEFE -

BDNF {E k% DA 8 JR A7, 5 H A2 i
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