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WE . AP E— XY Attt e AT AR RIE, LK AL RALE Ab 2% i kA
HE, LS mn T RMELT AR, BFRFR R T, ERIPATE T A0 o ZL i fo A9t B E 23 (BD)
K E AR ZRBRIBIR(TCA) Fe BACBFBRAL S , 2o P AR Zh ik T M\ Z AR B IR 3 (ATP) & R R 2 Ae
RACE RALS KB A W AP 205 IR 20 XMW B A7 T 3 — F % v £ ik 4k AP 28 AR R
R g Andp 22 K I8 . BRAFBR E R G 38 (AMPK) H 3L3h 4 5 th & K ¥k & (MTOR) LB A &R F B
R 3% (SIRTs) Aeit AW BEIRIG M E 2Ry 2L FRF 1a(PGC-1a) 2 F @R AL Mt & & dn |
KA AEYME A A foih Z T BERYE, KLBE @03 RMELTFE AL S F I £ E R I AR
FF A AY 5L e BD K A K& b a9 AE R AT R R, R L SR R AR AR 5 sk gm 45 S+ BCE A A M A R R

AMUH) BT £ AT & 4 T i Aed e T IR S

KGR AFAY R R IAAE TR BALERERAL; R BRAEIR; R, KRR

FE S %S :R964 XERFRERD A
DOI: 10.3867/j.issn.1000-3002.2026.08919

KPP e — R LUE 45 NI T Ry S o
BRME LR AR, H AEBE A ST RE Az 10, TS
AR R AT A R BEAT ORE Bh 23 240 3 R Bl OBURE
JE 5% (bipolar disorder, BD) 4%, il & i & 4 5k
TR Z — , PR HRMTFE 2019 4F
P A 3 1P 13 5 A A7 20 o Bk A iR A R A A
EMIHAT14.6% "o b RS bl 432405 F1 BD ¥4 5
HEIReHHE SR G HAT BN 2
TR AT LB TP 2238 B A RIS, AR RS 2 i
BB RER  (HATS AR AR NS R AT B AR 2
SRR R R R BN R RN B A ]
I, MOHT 5 AL A 2 1 B ARS Ae 1 & AE R R
X B B AR A A A AN TR s HA E R

K Ao B A I R — o 2832 0T S T B, R
KRR 25 5 D RE 25 L 52 Ml T BH PR AR B2 AR A
Qv B it QI R A A 22 )2 e B R . A R
AR S 5 R o A 2 ML 2 3o T IR 8 22 () A7
RV R . AZGU SNy, F A ER 5 (major
depressive disorder, MDD) k5 #4324 iE #1 BD )
KR IRS 2 B 5-F% 6 % (5-hydroxytrypta-
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mine, 5-HT) 4 & IR Fl y- 2 F& T 1R 5 ph 4388 it &
GE SR H A O T X e i 28356 S50 2R 9 110 24 4% v ARl
M Re A AR AR . =B MR R 1 (adenosine
triphosphate, ATP) flk i A J& | £ b 44 4 AL Bl i 1k
240 e A AR SR A, RT3 5 R 285 G N
BRI HEULNG IR 328 T P AR I L 5 R A A 4 R 2 f
ALY R A R RS R S
R, o1 22 366 550 % 3 S 5 T B 3 o 28 ST i L A 5%
fi 2 328 1) 76 12 5 oK, A1 2 J A g g S A A Ty
REFREAT o Fh UL AT UL, 20 Pt B A 3 AL I T N 2l
ST F PR 2238 ST A2 A SRS ML T P A 3
P22 358 o0 R A 2 i D) i PR AR A 48 8 RE R A BR
SE R E SRR . Ak, i SURERE R, i bl
TR ERE IS FE 0 20% ~ 25% , i 2 th sl {4 33 . 5 finh
TSR PRSI R 2 it e . I AE AR R
P20 5 5 240 A e ) 6 B - A 28 00 SE AR AR A AR
W, BRI 0T A0 i S 5 0 T A N LR AL AR I 4 i
[F] 1) 5 VR SR T R T B A DG 01, I AR Y
HE— LR W] KSR A UR R T ik £ R 5 5
w54 B ARHRR A B IR G, S - AH LA
FH” BRI , by DA RE 12t A5 3 2 L 2 s AL i 4
fE T BTy B OE AE 2R Ok B2 E 4R BN
MDD i i 43 245 -1 F BD ' M A7 7E 4N A g
s AR, R A AR T AR R I A
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WAsE | = & iR 11§ 24 (tricarboxylic acid cycle, TCA)
AL KRR AR AL 2 B ATP A WA 1 B 4
il R AR A A o[RS, BR T R 0 Ak B
(AMP-activated protein kinase, AMPK) Il 314
75 f1 55 Z ¥ % 11 (mechanistic target of rapamycin,
mTOR) T B A5 & 98 775 B+ 5K % (silent informa-
tion regulator 2-related enzymes, SIRTs) fllid %
A0 il A 1 5 0 0 52 A y HE0E - 1o peroxi-
some proliferator-activated receptor y coactivator
1o, PGC-1o0) 451 1 2 5 P A RE B (LI 2ok i
AW R A A W AR I TR e s TR R0 B
715 fiE A 25 L AT e 22 FioRG A s A i EE B
I PR LA

SR, IR WIF 9T 22 3R A5 B — 5 o Sy BB A L 2
T, R = X0 AN (ARG A e R AL AR R S P O K
U A B R G AR SCHIEISE ik 35
e, SRR TCA AT R 1k JoAE OG5 38
SR WARH I 5 22 B IR IR HAE N AR bR ik
YRR T PR SV TE M A

1 EAEREE R IG1%00 38 B N A IR
B

PN L2 T, WE I TCA R4 AL B i 1k At
() 4 5 o 25 440 L i 2 AL 25 PR A2 0 P 285

Yo 2 A 7 A B S5 b R A 7, DB B ok P B 45 O
T TR SRR 1 55 DN T R VR L BB AE R =
SRS TP =4 ATP, -4 TCA IR & Bl iR
bR R AL ] =Y, TCA K A TEZobL i
T, A IR R EERRACNC A XA AR S
BT SR R v ST o G R R A O A g
77 3 i A AR 5 i i PR S — 4% R (reduced nico-
tinamide adenine dinucleotide, NADH )/if Jii Y 5
E RIS — R (reduced flavin adenine dinu-
cleotide, FADH,) , 3f b %8 1k 12 b $2 fit if8 Jii 24
7 TCA [R] B 7R $H i 2836 o i 44 A= i 5 4R 1)
HE, XA 220 PR o0 5 S AR AR B OCH B . BRI
W & 42 1l $2 {it NADH #% 2 (NADH phosphate,
NADPH) L4740 AL 2R 58 s IR W R B-4AL 1k 55 4k
PR AR AR 20 BEIR AR Bl B B B b 8 IS4 5
NAD*/NADH 5 NAD*/NADPH - 51 27 fig & 4k il |
PUEAL SE5 5572 ARk il 1 s
BEWR 1 -IV5 ATP G (K514 V) TEZ R 1A N I
D3R 58 B A3 oA B L R ATP A, &
MU SRR AL DR IR . AE ZFIORS g

G ) e S R Rl AR AL B R AL RSO N R R G AT
P 5% K 1 48 (reactive oxygen species, ROS)
Bl e

TE20 L 45 2 T, B AR AR R )
IR ATP AR, i 37 2 R B 5155 5 M 4%
ARG 205 5T AMPK 2 4 it 52 1 g i Jk Az 2, AT
B A1 A W 2 IR 1F (adenosine monophosphate,
AMP)/ATP 1 — # 2 ## 1F (adenosine diphos-
phate, ADP)/ATP LUE T+ , I 7ERE & AN &2 g i
55 W B L R Uy R SR A RN R R A i e A TR st
PIIEE T R A B FERE A mTOR 2L
mTOR & &1k 1 (mTOR complex1, mTORC1) fll
mMTORC2 2P & G KL U #4E T, Horf mTORCH
BAEER AERKATFHRERGFS  REEAGKS
YA, IR A rET . AMPK 5 mTORCH #f
i 1o A Y S W] 4 UNC-51 FE 3 05 3805 7 1
(UNC-51-like kinase 1, ULK1) (R R AL AR 25 %F B
W g 20 7 A A SOVE - e i S 2 B, AMPK 30T
ULK1 Jffie 1 [ 1, 1077 57 58 2 i, mTORCH #ili il
ULKA 3, DA 210 e A 35 bR A PRl 345 3 e ot
B, SIRTs J&—3J& NADK#i 1 2 2. i 4k
ity , Horb SIRT1 #1 SIRT3 5 4R R T fig L LR i
FR AT A A ROV TR B OIAROC . PGC-1a 24k
LR LR W) e HE R AR AL I A ) 48 10 i e SR IR
1% L, 7] 32 AMPK 2 16 1 SIRT1 2 £ Tt A6 4
A5 IR g Ak [ B ATP A= i ROS 7K
S ERRARAE Y kA B ROk AR T R L I
Ji BL 43 AR Fl s T ) 20 g A Rl S S b R
B3 FAILHI AR (1) .

2 FHMERFSHEERBERENXE

FiHp 5 RE R AU W Z A AR B &
UTARSRAIT ST o, ™ HOR A R Bk S8 A [
B 2400, BN N e B B R AT | L
(N (R LRSS AW e (WA PN <
FVARAE 28 i ] S B A ALARAIE , B A
PRI I ARAUR BR T P X i 22 R G RE S, i nT g
W R D RE ARG R AE 2 18] A A B R
Mg 1220 ok G A S AN AU e L N
P RV , AL vl BE 52 MDA A DR ™ FE AR E R
RE B A2 R FINAT S 2272

KA 5 A S Z e H A XU AR . —
7T JBR B ZR AP AR AR AT IR B A LA
A 79 S5 ) B T A R o I R e R S Al A D
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1 AMP/ATP, ADP/ATP ! | ERAH |
| | 78]
| ! i BHRE
AMRK BRI BRI mTOK i
: @ @\/’ Ak ) | v
I | |
/ l \ | | J_ @ : | ATPA B
W R (R ma ) (Lnmem || v ! |
; A f ROS
oo, | - | B | ?
m@m 2% ©: : & D mton e
e 2 ! N ! L@ am=
1 I (wPkamioRer) A | | Q) ane "
- ; AHULK1 B : & BRI B 5
waRAR| [ MRS ol ! G ! / . .
8- 8 P
=HZEM ; O
l \ 3 s || 2.
e s e Y, FERTTENE || WZER 4o
wmi N || Bmes || HERE
| | —>
iy | e
, :
|
\ 2ERIVORITRE BB . FARBA —
T e —> AR

Coaman) )

>

E1 BRERELESRE(AMPK) HIAMEREZLEAE S 1(mTORCT) NEE B AT EFEK (SIRTs) fiid &
B IEEY HE M y £BE R F1a(PGC-1a) AE R EHEZ RGHEEE R R IRV RER. fEiti AL
M, AMP/ =5 IR (ATP) A1 — B2 i (ADP)/ATP ELAE T =5 T 3408 AMPK . AMPK (i 7E 4 285 M BB I 07 12 SR Ak 2ok A A 4 1B e
PGC-1a ik, , [R5 1 R 5 IS REBEPE A AR I P . AMPK I T 3800% UNC-51 BF 13 W0 805 1 (ULK) LA | e, 73
FRFT AR N F R4, mTORCH HIHil ULKA 15 P 9 300 i 1 W 0 5t 40 Lk 750 A I i e M — 2 7 1R (NAD* ) 4 SIRTs, = %24 4§
SIRT1 HI SIRT3, Wi & UF— 25 Wp R Lebr (A 5 ad 7 - SIRT i 25 Z BEAL 1 FH BTG PGC-1ox, SIRTS I 8 L i (At S AL BE 1 i /0 15 v 4
(ROS)A:Ji, | 3R 3 [ s 2o A 26 4 okt SRR RR AL ) W R (R B Fr R . 3205 5 4% 2 T 7T S8 ATP 26 Jl i /b \ROS 14 i
LRI RESZ AT | 1 W B TN Sy A T P ) S, Re 2R R S fh ] MM AR o 28 TR TS R 28 0E

FRAS P& SO0 M SR il D) RE L 2 5 M MR Y & AR
R WFFE o, JLEE I 5 2 KO R B0
B T i BT AT R R 1 RS B A G, 42
AR AR SR O] AR TG PR B, O A —
SE O AU T 85 12 55— T, R A AR B
AL AR P T R -TE AR D AR B S
I AR IS 7 AR R L TG B 7K B SR B AT Rl
ARG Z N AN E AR AR Ak B
254, U HIEPURS MR 25, T 5 R R EE R B
FICHURR G 25 B AE A SE TG ARl s | i — 25 TR RS
PR B AR 28

DAL, S e s o A i AR S E T R 2
Il kA R IRIN S 5 R T AR ERARES R
6 7 A 2 pia YT e FAE 25 3L . Aok
B OREHOREAR AP R AR R A AN R R
SiE S AN 8 2 TR) AT BT B R A 2 A s B
TEIA . 3EF LR UER R |, J5 SCiE— 25 4 2
T i BT B AR R LSRR R SRR S Tk
A 2 I 45, A B T B PP b R A
BT

3 Wit ENRFREEREREBAXAREME
R P RER

3.1 MDD

MDD 2 —Fh ARFEe G 26 AR DUk Bl gn
T RE AZ 4500 4% U R AEORG A 005, 5 1 o e AR s
1 VEE AR B9 57 SR AR O T S 8 A A 2
ez PTG E TR, HEREEZERE R
VRS2 P G A, XA AR B 0 it 3 3 A D) 67 4
20% ~ 30% £ & F I 2 1Y 4 B S E AR
WEEE AL IR 1w P b T s I R 5 ZOKF T
1o MR Sk, 3 RE A TS bn 5 5 1 ) R B
IEAHG

I R S &1 J5 2 L AF 55 26 B, MDD 5 fig i A 25
BLAVIAHOC . 2008 4F , A 5T A& BLINARAE 8 3 17 AE
SRR BE 52 WS BIFSE N G2 43 0 6 1/ MR
Ko A1 T B 2% A0 i v XL % 1) 2R R A4 IR 1 1) g
K&, I JVAISE PR ™ B R 8 A G008 — T RAJT
SEH FI#-31 e AR I3 (phosphorus-31 magnetic
resonance spectroscopy, *'P-MRS) £ A& %t 4 F 24
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MDD & # 747 I i ft A, % B8 MDD £ 3 il
Pl 1 UL R0 T AL T /K S A7 76 B 8 1 A LR 7
PERCAR 2 4 7R MDD 1] G811 Bifl =5 58 il 2 X 1 2K Aty
A AL B R Ak T 35 55 8 . 2020 4F , — T F 55 7
MDD #5355 1) i 4T 4 20 i v % B ATP A il />
FAEATE R AL 2401 SR b IR D) e e A Bk
Y6 Gk B , & MDD (14 5 S0 PRI A . R E IR
21t 2 A R A AR S A R T 0, AR R
B, 72 I8 2 W51 S 0 AR AR /N RS AL v | B0 Jie
2 At R A 1 W A7 L O£ B 4R AR 1) i
R, IE— 2D AR5 2 AR E IR T 3 Ao 1 o R I I I
il B 21 2 11 2= L BE AL 1 7 (histone deacetylase 7,
HDAC7) , il ZRi A [ W , 5 BRI D RE R A |
FALBRRR AL Z A ATP /D, I &S 5 MALEE T N
[ e S R

A W 5T 37 , MDD H A 41 it i 12 AR 3 S o T
A8 DL ZObE 7R ) 8 A5 M A% 0 |, I HE— 25 A2 U IR
it B I 2 B~ 4T B TR -k i ) AR gl 1) ek A
WF5E & B, MDD SB35 103 215 20 € PR 7 T dl 25
I, H G = A8 SMAR ™ B AR & IR K
PUPE AR AR O R WA s W T2 5
MDD F Il R St o Bl R 58 N i — 20 R,
A FH 25 MDD B A1 T ik B 40 6 1) 40 RE 5 A 41 i
HMIRACR I T B, 150 B LA (R I 52 R 1 i e
A5 RV, R BRI A% % Bl 1A SRR T B0
R iR B- 42k nl e & AE AR IR 4528, 5y — Tt
5% & I P Bk 2% (citalopram ) /3L W] V5 Bk > (esci-
talopram) &7 8 Jif J& 1T i i £ Ik 56 N A =7 P
S TOE B PR AR AERT7, i TE M 5-HT P-4 B ol
FR T Rl A A R A - T R R A 3Rl 0 MDD
LR ES W ) LRI 41 R AR S

A AR IO TR A A I S W 0 EE K
RZ . LRk T2 5 , i A 5 S
Pe kit 2 ROS; ffiiid B ROS X £ ik — i 14 i
REE 1 IR TUFN DNA, (IG5 D RE AR 22 T [ JE I
SRR AZ 10 5 ST N PO R Y R R R, —
TURFF 5 3 3 5 R B U S, PARAE AR AT
A ] 5 T 2 A LR VR B T v, B R S G R
PRI S H O, IARAE Hh A& E RN RT3 2 K R R
i i Ca? 2k 1 SIRT3 T fE T [ T Bk ki (A st e
(7 5 IR BE 32 451 ROS T F1 ATP 24 JliA 2
R RN AN R B GRS S NS T =X S A
W, 2 5IABIE & A & S BRI IR, LR 2]
fil 38 o PR3 SRR T g & PR B B ARYE T .
9% % IR ] DT Ak (aspirin) B3t 46 15 41, 38 1T DLk

1 AMPK B4 35 28 R 7R Ty 8 T e 41 BB 50, A
PR AE A T R AR AR 12,

SN (ketamine ) (1) PR Bt 40 AR AE F v 5 5
o A0 i AR AR A G 7E/ B SR AL A 0F
G, PR SRR 45 25 05, R e f AN TCA A AR g
WA A AR 25 o — TN RV AL AR I LA
FEALR , ST AT b R AR AR R k3 A G R
FEPEBEAS R AT R L Ny -2 5 TR A5 AR i ek
Agteeaal AN A IS AE /N BB R v e B S
A TG AR ROS K-, 0k /0 2 1 403 , [R]et Bid
FALBERR AL AR SCREACT-FHi . A 7E B0 85
R | S i I P 3 AEC i SR AE IR F- oc(tumor
necrosis factor-a, TNF-o0) . 1411 fi /- & 1 (interleu-
kin-1, IL-1) 1 IL-6 7K -4, 33 $2 7~ SR i 1] R 3 1o
[vi] i 8 55 i AT L A RN R ORE R ER 3
FER o 1E HL P R S T )2 W AR 5T & B, R O 4 R
(psilocybin ) AT 38 JiiTFif & i 1S (=1 F0E PN ) Kz o
F14) 7 2 A A0 5 i IR D S T 9 — 28 R R
0 2 0] R X R S S R AR S
] Bf, FERAIF 7T 2B 5-HT K 5-HT,, 2 AR sh 7 vl i
1 SIRT1-PGC- 1ol 42 51 f e oo iy 2ok i
Yk EABERR AR VI RE AT ATP K-8

ST, MDD Y fiE i AR 5 1 e AR
TR B Ry 20 s SRR SZ P8 L ARAE S A4 Ak 1
PonT A EAR I i 25 ) 28 ik B R 22 0 T AR
Ao P, #0 SOk AR ) BE 5 RE Q5 7T BB K
K EET W
3.2 B RE

A 43 4 0E S — 2 v | T RS A R AT I IR
B RALY S A AR TR ZE AL A B AR 1 R
BORIRAR A 52 B 46 S B RE R, BN T e
h EBAFIE, LGN 2 N D R GE Uk
28T SR RN 5 fish mT U M R A A RORS  4 SUE Y
A AL, AFL I 4 Ok B R 8 22 I IR Aoy I o
N 0 B I 3K AL T RE R R 43 S E o B4R
W EEA . BT R R A SUE R
BATEM NG RIR AR R 5w, R
SR | ANV 1M R B ATP 24 BUSCR A% NAD?/
NADH LU AE T B B LR Tt i 54 B R kiR U g
e i | SR b 30 I 2 A R A A A2 34 5 ] R I )
S5y k. SR T AMI A - R TS
S A IX A A7 70 M T i O B T 8 20 5 a2 1 L TCA
TGPl S SR AR B TR T A DG 35 PR e 3K S 1907, 3k S i
A5 AT HE 5 M0 1o REAE A 2800 1 5 TR A L 28 fir A% 2
P22 B fi TR A5 Ak, 15T 550 R S0 9 TA B B
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FI P R AR P PR AR AF DG

T IR TERF AT R R o0 S5 B3 i 21 21
bR e A E B R AR U P ROBE R R TR 2
B TCA R -TN AR 8 LA ez R
TR0 BRI N g B IS Y i is AR AR R AR AR
BMETRRC AR ARG SUE . X 4
FE R R P53 SRR AN (SR i 8388 T 5 H e, T
FE 11 I 200 e i A A I R A B AL T SR mh e . 7E b
IR SR SE Rl b IS RS AR 2E STt — 2 I
TR J2 I IE BDRS #i 53 40E F8 3 A7 76 i R it A 5
o 2014 4F G 51K F P #E AL RS i He R
R BRSP4y 40E S5 A M0 N LR U S M R E T
R BN ATP B ih M RE 502 R G2 Bt IR IRAT
FEARL LG B 43 LRE B A VT AR AE A6 W I A 1 o B
AABERRILSCR TR, WF9E AN BRI 7 T REILIR DY
T2 B ORG A SU0E B B N FLIRR KT 9F
B FLIR KV 5 B 22 N D REAH G, ZLIR 24
Pz i 1) EE L 7= ), 2 o R SR AL B R AL AR T [
I, 240 30 e 4 AR T A A R RE AR, PR, 7L
iR T v B i 40 i o] e AEAE RE AR A . A
58 N TR 43 2408 FB A B 5 1 SN A 4 - R 5
R BLFLIR AT T2 A E 5 R B, R i 2
i B TR 32 ) B far S I LR T = WA v B X
NSS! 0 B A R et T SR BB, O b S0 S
5o g AR B AR A . AR KT
A WA 2 I R R B A LR KT T, IR
Wit K e 00 ) 52 0 SR o SUREREAT R L A
RN, B AN i LR AE it 22 nT B S i SRy
WEARI IS A , 380 28 5% i ot 28 0 - g ot 48 o ARG R
Z 5RGET TERH

WFFE N SR AE 2t N-F - D- K4 2 R 32 1A )
B /N BB v B, A R AR £ o] DA N-FR - D-
R A5 IR 32 R AE 5 4 M 45 Bt 71 b+ 75 5F- (dizocil-
pine, MK-801) /5 5 (197 ah i & ZIMR A7 A 2CR
AN T AR 2 400 55K 1 3 ZLREAEA T 15 5 I s
GEHE— 2 R B, AR AR g T 7 MK-801 75 3 1Y
Ik P 0 458 5, B i 2o AR R SIS A X
PR EARALRE , 0T REER /> G2 A N-H BE-D- R A& H R ~Z
IR REAR DG RS #1 r SLRERE TR, X — 25 i
B, Re s A S IR AR FUR RS i R A PRI 4
AT R EAT — 7 1] T

7 BE AR B A A LR L, 2Rk AR T fiE A2 ik
Al gt — ik R AN . BFSE N DR AR P ' P-
MRS 5 A - %5+ NAD*/NADH HAH , & B8 ks
P53 Z40E F8 35 FIVE RORS PR o0 24E BB 3 ik 9 NAD/

NADH HL(E A B2 T, i & B E TREIHE,
Hoax Ah e 28 3 % iy NADH JH 5 38 51 , 1fif NAD* 7K SF
JC I AR | B oG B S0 A 0 R A R 1
B AEAE I 9 S A SR A7 . T NADH 22k
AR L 1% 38 B0 1 B A A A, R B R R
FL 1% 30 ol ST IR Ak R R A40% T 9 , vl g
HATP A= ik /b \ROS J 2B 38 Jin A AL 0 B ot
2020 4F , BF 5% A\ 51 7E MK-801 2 &% /N B 20 ks
s AH AR v & B, N-HR k- D-R AR R =2 AR T fig
ANA 2 5 S0 28 7 R 5 Ak B RE 7 A2 5 0B IR £k
IR B R PERE R A A R A 3 e i AR AR
J2 W2 AR ROS Az il A4 A6 7 385 /K - T i 1 o 22
FEVR LG RN TEAE I oy LR PR L 26
WA AL R T 5O T B 1T BB I IE gl pi ATP
AN L iR 4 1 BE ROS B 2 FTE fbid a7
W3R, ot —2 I E ph S on T RE i, -5 516 8 7
BB TR 2SR o SRR T R TR A

TE BB B 255 G s AR 3E vh , — TR % ke B
8 1 37 U S 1) 294 1K 43 Z4RE SE 5 I 2 21 R
A HEAT ATP & il 4 5% 3 R 3R 38 I 25 2 0 b, e 91
161> ATP A il 4t 3L K vh A 8 -2 T i, Ho
ATP5ATHFI ATPSH '3 T 1, H X Fp T 8 3457 55
B AL ARG Y ATP A i AH O
FE T R SCRERG A O3 S40E th A TE AR R IR 1L R B
A0 ATP A AN T3 5 0] B 52 1 fih £8.3)
FIE R A 265 16 5 <

F A 43 40 S8 AR B AR S R AN 58 4 R
PR A B B AR | 38 1T BESZ B H0RS M0 2459 2%
FERE o B30 A A T B R R HRHTAR  2
AAE A 2R AR T AR A AE 5 BORS #io 24
Wyt T L R M 2R (A ) e A4 L R G . F
5% R, BLE T (olanzapine ) A 175 5 42 b 1Ak o) 2% T
FALIE T 5 A T R AR S S T R 8%
fiil (risperidone ) W AT 8 #f 28 SO A 20 e v A fb e i
1k TCA FUBEEE fif A OC L PR 23k |, I 52 IR AR L il
SRR A A B R IR FE S MR
43 S0 I SRR D) R A R B AR S R 1
T T D355 A B AH G 2R 28 5 RS AU 245 ) 0 &
AR RE BRI

P R DL RS R S0 1 R A R S A L e
AR5 H VIR 5G| e 32 BRI A 5 S A W 4%
T T R CATP Az s 2 2L R KT T i B i 9 4R
IR RS I AT . PRI, M4 B 16 e A Qi A 1A
53 F AL B BRARAG A o> Z40E , ANUA B o R
o B A B2 A R R SR A AR SR P A A A
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R W P TR RIS T
3.3 BD

BD J& — 2518 1 5 kN bl e A | DA BRI/
T 5 AT K A B 1) Bl AT 28 U0 8l h A o R AR
A BEIR PGSO ST R, BD B B LR T+
12 A A3 I DX pH AR, B/ 0] A7 7E Ak IR 1k
BOR T R B BH A A ARG

BD 1) 41 it fit AR i Rk B R
W IE RN L 20 5T . 2004 4F 158 A B ZE R
24 BD /& & B AR i, o LR K F T
i vE R A [l R A A | R B A
LA X 7R BD fBH T REAFAE RS 12 1 ki g
A BEE BB R O s T B e
PR TG BR | 5515 26 V9 26 VD AH OG0l B2 o .
TN Gl i "H-MRS i 58 % 31, BD £ 35 Aij 07 12
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Research progress in cellular energy metabolism in
psychiatric disorders

LI Man"?, TAN Bo? SU Ruibin?, WANG Lihui'
(1. College of Clinical Pharmacy, Shenyang Pharmaceutical University, Shenyang 110016, China;
2. Academy of Military Medical Sciences, Beijing 100850, China)

Abstract: Psychiatric disorders are a group of diseases that take a heavy toll on emotion, cogni-
tion, behavior, and social functioning. Their onset and progression are not only associated with
neurotransmitter imbalance but also closely related to disturbances in cellular energy metabolism.
Recent studies have shown that abnormalities in glycolysis, the tricarboxylic acid cycle, and oxidative
phosphorylation are present in major depressive disorders, schizophrenia, and bipolar disorders,
among which mitochondrial dysfunction, insufficient adenosine triphosphate (ATP) production, and
redox imbalance are relatively common. Impaired metabolic coordination between neurons and glial
cells may proceed to affect synaptic function, neurotransmitter release, oxidative stress, and neuroin-
flammation. Signaling pathways such as AMP-activated protein kinase (AMPK), mechanistic target of
rapamycin (MTOR), sirtuins and peroxisome proliferator-activated receptor y coactivator 1o (PGC-1c)
are involved in the regulation of cellular energy sensing, mitochondrial biogenesis, autophagy, and
neuroplasticity. This review summarizes recent progress in cellular energy metabolism pathways and
their molecular mechanisms in major depressive disorders, schizophrenia, and bipolar disorders, and
compares their shared features and disease-specific alterations in the hope of providing data for mech-
anistic studies, biomarker identification, and precision intervention in psychiatric disorders.

Key words: psychiatric disorders; cellular energy metabolism; oxidative phosphorylation; tricarbox-
ylic acid cycle; glycolysis; mitochondrial function
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