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The key role of mitochondrial energy metabolism disorder in the
pathogenesis of depression
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Abstract: Depression is a common mental illness with mood disorders as the main clinical feature. In recent
years numerous studies have shown that mitochondrial function and structure are abnormal in patients with depres-
sion, and changes in mitochondrial ultrastructure can lead to energy metabolism disorders in the body. It is suggested
that 'mitochondrial energy metabolism disorder' may be the pathogenesis of depression. This paper reviews the
intrinsic association of mitochondrial energy metabolism with depression and notes potential mechanisms from the
standpoint of mitochondrial structure and function on the molecular level. We provide a reference for understanding

the pathogenesis of depression and identifying the possible targets of antidepressant drugs.
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(B, FL AL B 4%, 5 BEALHE B S o 42 366 T AR
Ut S S AL Kb 5-¥2 tai% (5-hydroxytryptamine, 5-
HT) 52 H' LR & (norepinephrine, NE) ThAE AR & K
TR TR 2 AR Ty e ) SR A R 5 BRI AE (1 32 2R
W N - TR -5 B IR B (hypothalamus-pituitary-
adrenal axis, HPA) fi Ut : 411 AR iE & 2 1Y I PRORE IR 5
HPA Gl ¥ 5 BR AR FE R R, IR IR 4 TR T )G B #E
R, AR bR R 5T a B T &R (corticotropin
releasing hormone, CRH), & '& I Jift ¢ Jii # 2 (adreno-
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corticotropic hormone, ACTH), J% Jii FE 3% i5 K B&E); 40
J 43 -7 AL B35 - 1% JIE % C (phospholipase C, PLC)-
% [ C (protein kinase C, PKC) & Jif F iR ¥A 1L, fify
(adenylate cyclase, AC)- 5 [ 51§ A (protein Kinase A,
PKA) (115 5 1& 3 J M7 n] T BUMARRE 1) K 4, #873 Bit
AT 25 ) m 3 ik 1 8 G R AR B 52 AR AC- 34 B i 1
(adenosine cyclophosphate, CAMP)-PKA {5 5 il # 1]
T VEVE IT FHDRES; 4 M DR - B % A MR A B R AR
41 ff R - 38 ek B A 2 0 5 D g, OV HPA Bl fi
I B, M R IR R G DL - I T R (-
aminobutyric acid, GABA) Z 1k & 4t AR i B 5 & 1R
(metabotropic glutamate, mGlu) Z {1k R4 AN £, L R4
Diae 2 1 5 JARRE (1) K w A B VIR RO BRI
P51 I 48 A Ak A 2 TR SIS 1) R LA, 30 4 o
AER I B R T R ECWACE AR ) 53— R — g
=AU G 15 PR F0 R B, 5 () SOAIAE 28 25 i
2 BEACU D, R B 2 T s B PR 1, 7 R D,
25 7 {AE I & 4, Gardner Z£BI7E X AT E #2# 1)
WL PRI 2H 2R 35 AT I 9T ) A B, K = 1 R i 15 (adenosine
triphosphate, ATP) 7K ~F- &5 ™ H 1 4% 44 ik R %5 1) A 5%
Allaman Z5Ef AR AE 2 25 1 i 6 24T 1 1F o R o
W7 = AR AT, O R M S T BB AR A B PR . Bk
g5 LW, me B AW BE G 7] Ae 5 AR GE 1) K 4 K R
HX.

VRN BESS IR R B R =R E SR A
ARLAR IR IT =R BRIG I EAT S AL B R A2 1T = A=
B, AR 2 = K TR 5 AR A AR i 20 B
FIABAE (1) 595 5 Re 2 AR PR AG A %, AR 7= A 3 22
TELE AR TR HEAT, Pt LR e B AU 2 Rt FR i 5 410
AIIE B R R B VIR G o AL B SRR Sk ik e B Qs
5T Y LE R BR BB AE DL, SRy T AT A A LR
RIVGCAVES 2504 F (o] RE S s 4RIk 2 2%

Tt Fi R R AR Th e RO T 28 75 L 526 1k 5 A iy
QIO P B e AR W 7 T /K- AR S5 R 2 51 A R
AR R, T S AR AAERREAR, HLARLAR A RE R AL
R L SRS IR ) PR AR R R UM OC . JCH R
TEHNAR B (1 Ah JE A X 2 23 e, 35 R T 2 b ik g
FEAABEAGIER . Fr LR FUHARAE 5 Zeoki ik fe S AC
PRRAEFHEER L.

1 SRR SRE SHIERE

TE 5 40 L ) e = AR 3 B R AR AR ZR R AR N, BT DA
LRARDIRE W 55, B R JMEN G =AW IE
W EAT, FARE B AR B S 2R AR ) T e R TR S A8
e VIM 2% . Amini-Khoei 25 8O7E fff 78 BE 22 43 25 455 4
KR IHNACAT B R I, Z A B e 5 50 1 P 2R kL

EIThRE R, S8 D h ATP &8 RS, A TH&7 R
Ji AT N0 LR RLAR T RE, (511 ATP K P . Yuan Z50ULE A
AR E FEF 1S B R 9o AL O 52 1), A8 A W] R A U
N R 7 (chronic unpredictable mild stress, CUMS)
R R4 R85 P 200 AR 200 P 2 A Ak T DL ) A I A
BRIk D, B AR, 2 BN SR, P 3R AL A
FRE %, HE TR B, BRI IR, 384 2 AR, 45T
w24 T T AR AT 5 JS, T A e 2 LRI 4 i e R A %
B 2, RO B TE, oA %A, SRR, i
BRI, 2 B b 2 R AR A 7RI R E o 2 R
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FH 15 3 #2522 44 {g JE o REEAT LA
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W DA Bz #& FH PR W B 7 A4 2803 A0 AT P ] B A G
WS A FH S 255 B AR, R Ab, 2 A I W 3% 12 5 IS SR R 1
PR R B AU G, JU R 55 SR Bh JI IR

IR AR B, AT B OB TY B M A A 2R kL
TR RN SE /S R AR T AR L, BARR IR > Ai
PR, PR U 25 LBV MRV 2R, RSB A, SR i, 6
o IR, X AR AL AT S B ATP & B R H R
JEFA A TR AR BT R, 208 R R g AR P
ER MR Ty R AN S5 1) S, TE AN R BN 57 S5 AR 1A RE
R, E AR R I . 30 FEAESE A T 2459
G, BRARTEASTKE, FNACIE R IR, 27~ 254 n) RE
T o R LA TS AR BUIARE F, M SR T 4k
or i S T S BUHIARRE R AR IR UL . A0 B AR AR AR
14 RE 9 240 L %5 M ARMNE Zh BT 0 77, — B Th e AR
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VU ok 52 A 1R PR A A O R B Zob A i 1A 1) 1
FEAE . SR RA T A AR R UE I T Rk S S
WS AR T RE S 5 T JARSE 15 B A B . B
FEOAR LA IE 2B 3 R N 2R R 5 B R M 5 Ak B4
AF S BRI, RFH 76 VT A b PG i B S, 28 A P 2R ks i
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B A 1 1k R B T R, B R 2R MR S AR T LT
TIL % 1 6 3% T B T 69%, 121 LB A Je A A I
IIA3ETE T & T 67%. Aguiar ZEUS7E B 58 M BR U BR 155
SHIAR R SR AL B, S5 T AR AR B, B A 2H 5
AR E AR T I IIDRTIV 6 P B 2 PR AR, A 223 = b
HiE, SA4 T CITAIVEHEZEEN. de Sousa 2517
A5 T 22 2 UG A AR 2825, B 7 20k 2 1 48
MIZE Rk A4k 1T iGPERISZ IR, 5 24 4 (g 2l L
B, RIN 80% 1 FR X VR IT A RN, 56% [R5 RS
FIGRAR, 1 IURAESE 7B g ki ik 2 A4k T 1%
P, HIGIT 5 2R B K- 5 2 AR A4 T 3 1t B 5
AH 9% . Ben-Shachar S51ILE AfF 5 #4011 A 28 38 7 47 Fii 3568
IR I A0, FIARAE 53 55 i R ZH AR LU, 7835 /DN i 50
1 2Rtk 2 &4 1 1) 3413 NDUFV1, NDUFV2 fl
NADUFS1 FiA & N,

S5 L RTIR, 75 20 N PR R R I AR I A
F) 7 Tl RO, B F - MR G T A7 A ) £ s
MR I SR A TR AT A R ) AR AR B A I R R T
AR S AL R R ST, KR A (1 ~ V)
TE 678 24 L A RIS SR 1 A 1, IR MR B A
(1 ~1V) Wt — BR AR OO, B B4 52 e ATP 72 2,
SRR R EAR W AT T E POAIRE AR AL K BRI
IREF WP RARZ SR (1 ~1V), TH R AT
B T ISR 2 P, H 2K 4 R B AR B8 43 T
BERFEWMRA T AR TR T IAE R K R 259
YRIT Ja, IARAE R D3, 526 1A 1t 3 5, 36 IH 2R R A4
AR SCE ] S BMARE . BT BL, R R R A R
(T ~1V) W& S0 & 2B K G E VIR .
3 8 QLOEM SHIEBRAE

i Q10 A2 ML ME — ISl i Q - T, 78 i T 4%
R B EEEH . A QL0 MR RIAA ST &k 1
MEEE N EZE, B TFRI R LRI A, BT
fEs A i R, il 1X — i FE AR i A AL B ER AL S H
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ATPRO, g QL0 4 iiF SE B AT P A G Br H
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Aboul-fotouhI7EAJF 7t 4 B Q10 XA HE K B K1¥R Y7 1
FH B 2 B, 46 1 Q10 X 1% %4 B2 ¥ (chronic stress, CRS)
K EA ZE B HAmIE R, 3 H e P 1k CRS 512
{9 T A SR AR i 3 DNA 4%

I QL0 A& —Fh A MEPLEAL A, R T B At
AL TE R B R R N R G S R RE AL, ik
B 38 T SR A e 3 T 4 | e AR B D Re .
R AT B, IR AR A R B A4 N A QL0 JK P K

A AR A, 45T R QLO YR YT FE HAIIE IR 2 25 vk, Ui
G QL0 7E LRk e B AR AE 7 T R P AR .
4 ZeRkgEE RIS FKEENFEPHITL
FIARAE 1) K AL AT B 5 Lok i BE 2 AR 41K
PRI G, ALK R AR o T K 0 T
2k kLK DNA (mitochondrial DNA, mtDNA), ATP & %,
LRI AT (mitochondrial membrane potential, MMP)
Ak, A H R A%
4.1 Lk DNABRPAFIEE R LD mIDNA R LKA
R AR W), S AE I SR AR A R TP B SRR X
RFFRIE A, — Nk A T — i H £ 1 DNA T 4
KR DNA H )R & Bk 2 0] B A0 N 0S|k, S B0%
PEIR, 38 3% PE 4 (reactive oxygen species, ROS) #i1Ji
H ARG RLR D e, T T B0k — 20 1 S A B B2,
£ KR DNA TAZ W] 3 B2 KAk T Be i, 34X mT e 5 417
AIIE R AR IR ML A DR, Kasahara 55281 i o) 7% 5k K]
ANBR BB IT SR, R 2 bz A DNA SR v] 3 3500 58
FEfg . Cai SN RAEAT N4 JE J5, A/ B AR Y
1) 2 K & DNA #% DUECRI 3 f DNA KB, R 304 il 45
AU /N BB R IR U ) 2 R i DNA %l & 1) 1
I, HLAORLAR K FE 3598008 T 22K DNA FE LA o 2
=T, 1R Gk b U0 B 25 A8k, vk DNA TE JJL A AN
VR R B B 0 3 AR AL, X R IR B, mtDNA &=
K n ey S BOMATEE, X B ) T S BUZ RN B A
HEE . Kato EPEERTHAMT AR b, HE TS
PEABAE AH G 1) mtDNA 22451, s RV B 2
A VET7 V2 AE 135 7 B A AE 838 A1 187 £ % I 52 1A 3
W78 T mDNA £ 25 14 5 B AE 1 B, & I mtDNA
1K) 5178C/10398A HL 44 A T R A2 B AR E I ML i 2
—o ZRRifARERE R, H DNAFRE M A K 41 i %
P DNA, B 5 7= A2 A8, K i o Bk & DNA R A8 2%
SLI R0 AR 2 TR, IR AT B, SR B A
RIS AA P 2R 1A DNA S e A o A8, HLZR i 3L [R]
J 51 B0 AT SO ARE 1) A
4.2 ATPIKFREIR ZRKi1k & ATP A il i 5 B A
FH 20 2520, ATP J& AR 5T 1 BB 261 T, i ATP &
i A6 W 1% 6 R 1 — B R (adenosine diphosphate,
ADP) Tfij S#B031, ATP 7K 1) e {1 55 $AIE 19 2 3 WLl
BABY)RZR, AW FIE AR S5 KA st
(1) pH A = RE B B AL &9 (U0 R LR A0 ATP) 7KF Lt
e JE 52 10 (R B34, Esmaeili S B9025 T AR B A K 6L 24
VIGIT G, RERE AW 22 22 590, HIAR AN A R AT R,
ATP & & F+ . Cao 55BOR A % PR 40 M 5+ 75 5 71 I
% ¥ (lipopolysaccharide, LPS) 5 S 4 A B AL /N B, &
TR TR 2 AT A0 4 20 ATP 25 B PR, 31 75 A AR
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WHELS S T MHRE R A 458 . Gardner 2507
2 7L R B, AAISRE FR 3 UL IR P ) ATP 7= A T
BN R AR B ) B B TR 2 . ATP 2L
RE B RUE, M A REMNE S RS T RBIERH .
K ATP 7K B AR 4k R B B2 52 W 40 28 Th g, AT 22
AU BIAT ARG B, 1k 45 5 3% BH 76 S AR AE A
AR B R Y 3 3 A7 7E ATP 77 A TR AKCF ik
LG, H A ATP J5 #IARAT v B 2 02, Ui B ATP
K AR A A S P 5 BOMACRE (R A SRR .
4.3 LRRNFREEAITFE 7RI R, 2Rk ik
77 A ) e B DAL S 38 R T At A7 T I, 7E P
PR 03 s o o At 25 94 B 1 AN R R 49 A T T B
MMP. 1E# ] MMP J2& 4 RF 28 57 4 347 AL B R 1K
PR A =R R 1 S 2k, MMIP IS 8 B R T 4R RF
S AL I IR AR FR D R . AR AL RO, IARRE 7] 5 B0k
LA IS H 57 T 40381 Moreno 2569 37 2 40 i R TEAY T
30 44 ARG T A ARAE H 3 F1 30 42 X HE 32 303 119 i /)
HRISE H A7 78 A A7 000, i UL A IS SR 2L 0 %of R 2 )t 7N R
ALK B BB ZE R .

2 R S H A7 R B R AR = R BT 6 5, MR AL B
BE o] 5 30 ATP & il 2% 1k, 348 AT 8 400 B 5 /4 1) ATP B3k
KA, T 5 50 ATP #E38, 455 7 i, g . -
&5 5 HT IR A FAIE AL A Py ATP KPR A 1) 485 16 4
6, T B 2R A s A S o m o a5 ATP 7K P[]

S HVEIE (19 A2 R

44 EMEFAERE EMHEFESE T LRE T,
TE A BE IR AL S A5 38 H - I R R AR 2 A AR 2 WL
feib s A, M AL AN A S BE A E . dEE
PR S8 AT B IR R A B 1 R 45 44, R Ak mEDNA I 7] 31
TR LA I 3 1 e FL, (R 2R R B A, B & S LR b
ARG IR, RO A TR T, SRR T A
T, VMK 58 AT 5] R R AR Th RE RS, TR
BETHREZ A0, P AW =B 2 [ A HE R
LG RARE AR, B S EUP XM & RS LR
P AR T R HE— 25 52 4, 1X AT g AR AT 42 R SL i
1 1Y iR Rl 2 —B9) - Zhang SEWI%E ST T i) Ifi - 5 g
AIASE RS R B/ B T VAU B SR 1 K T
FhE, 6 TRERR S5, /) BRANAAT ek, i 1 A KT
BTN MR A S R AR B R,
R TR LA B D B il 2 TG 552 1) 20 R4 11 B2 44 T g, fef
LRRLAR IR Be A PR, FECHP AR RAHEREA 2,
T AR AR 405, Fe £ 0 EE FIAISREE (1) R 2B R

si LRTIR, RRAAIEE CE AR ATP I B AL
DNA 51745 4k, 7] B 2 5l 1] 52 57 Wi 28 R 74 g & AR,
TEAIE 2 G b 2 B AAIIE I R A4 IR, 76 FR AR i 2

RERDNTRATE R, SEMAGER LKL, X5
PIARIE 1) 2 RA R AR ET & . 48 TAHMIBIT
J&, LR R R B Th BB SO, ARG PRI AR £ K 1)
AR PACRE R 0, % e 4 S 5 R 259036 T 1T X 2R R A S
AR RN R F BRI T IARRE . BR IR AR EI
I T, ek s AU 4 T K B I s A —
AALE=E, BB IR SR, BATTIKSE AR 5 AR
i R A D124 i it AT L, AR RE BT 5 35 AR AN A A
28 hr R R B AT Dh BE R AR AR AL, SO AR AE g B AR
IH 8 T 20 R A A RE SX A RURS #0E IR o
5 REBES5RE

2R 2 EUAZ A I PN AT B 7 R ) B RO, R
AN B I HLAR SR L 2R Ay BT 75 B RE &, R LR EAT A
TSN, WO SRR B AR B, B AR TR
ARl E 2 LS PP S BEAS ROEIR o A8 2 7E A I
SR IR AE AR Y S WA 4, 35 H L T 2Rk R RE
AR S L, BRI 2 RO LR I, LRk g B AR
Tt RS A RE 25 D) MR 9%, R A ik AR R AT T —
AT ISR, #OA T RERS I ATP P2 4E . ARSCA
LRRLAR I IR BE B A K CDNA &3 T 5K P48 T
LRk R B DD B8 S R S AMAIE 2 (R K &R, 75 %
AN IR GEIR IS, AR50 BT 7 AT R R 2R G 5 B
FRE EEP) AN Ae AW 0 R, X 2 H AR LR A
B B AU T T AR RE R 34, (IR B SRR
DA B AMARAE 5 2 AR 1) BRI 4 A4 DL B
LR e AR R RS R AR, I HATE 5 3 2k
Bi ik B AW RS, BEF —F oM R, 5l B
W, Bl HATE 2, AR — B AT .

T ATF 9 Hh 24 52 07 i 2 Rk fig AR B 1 ¥R 9T AR
FH, A BT R 4T S R0 207 4k R i AR R A5 2 18] 1)
K F . Ding SR H T “RREE K e AR R RS 2 AR
i R R B R BL”, R T R FH N S AL VA B
Py S 3 1 A AR DL B B I PR AE (¥ 8T 5 Li
ST i 6 CUMS SIS R 284 K BRUBTF 70 % B, T L g T
75 o] 52 GE R ALK AR N LR RLAR g, TR ATP & &
O 9 v 245 5 D7 SHIEIRE v 2 b i B BRI B A YA
JTAEF, BB Bh T PR 4001 A0 28 07 1 R L AR i i i
Z A9 FR, SR 5 2R 7 ARE B BB

TR AE PR R A0 BL AR Ui A 2 T, 3 8L f A1 3 2
T2 75 A7 E SR B 2 48] G i S 0 e B PRI SE 7T 5 B0 A
FHI LR e B AR D B8 R AR AR AL, 2 RiX o 2 41
it 28 R B B A T B R AR ORI, S T 4 o e 4 4
JL T RE = AR RO 2 1 4 R MR o 253 TR 1) A B BRI
SR PR30 T 5 2R A Bl A U B AS A 5 A7 AE £
I 2500 B AR R B2 N H AT I ST 4 SRR, IR LR



R AR b A R A PR RS LE SIVAIE A3 LA Hh By S B AR - 199
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Wi Ao 222 328 Jo 11 A AR~ £ 5 R Lo
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TR E AWM BRI AT AT R TS TR
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PRSI N T —J5 1, DA C 48 I AR id iR E
[7] 37 3 72 B i B A 20 2 BOR MBI 78 S HIRE 5 5K g
AR B AR LA K 25 =05 (¥ [l R ALEL 55—
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