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[Abstract] Post-stroke cognitive impairment (PSCD) , as a common and highly disabling complication following stroke, not only
severely impairs patients” quality of life but also significantly increases the risk of stroke recurrence and mortality. In the exploration of
its pathogenesis, amino acid metabolic disorder has gradually been recognized as one of the key pathophysiological factors. Against this
backdrop, this paper systematically reviews the research progress on major amino acid metabolic disorders in the core pathogenesis of
PSCI in recent years, covering their underlying mechanisms, potential as biomarkers, and relevant interventional strategies, while
highlighting their critical roles in neuroinflammation, oxidative stress, neurotransmitter imbalance, and other related aspects. These
studies help deepen the understanding of the pathological mechanisms of PSCI, and also provide new insights and tools for early
diagnosis, precise treatment, and prognostic evaluation of the disease, thus holding important clinical significance and potential
application value.
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aminobutyric acid, GABA) DL & % L% . 5-F2 B % 4%,
P n] i 2 T fu A s R AR 2 IR B B B AT R R
R E N = RIRIEA S 5 R BAU, AR
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AMPA) 52 (it BEO » 72 A2 D6 4 #R 1 S R ATP K
BRI, B 5 AR D RE R, Glu-Gln JEIA R ST, O
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Figure 1 The mechanism of amino acid metabolism disorders after stroke
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PUAH 2238 5T 5 G AR R A AL 2% 3% . BCAA 577
7 R R (aromatic amino acids, AAA) W12 1R
(tryptophan, Trp) % 24 B2 (tyrosine, Tyr) 3 i IfiL [l
Jif [ 1) L 28 21 B R % 32 2 A 1 (L-type amino acid
transporter 1, LATD #4756 5+ P #% 12 , BCAA /K-F- T
2 ) Tep NS, BEAG 5-F2 B i & B, 5 £ 1
2 RN RAE PR | I #0 ] Ty 38, b 2 12
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Q3 22 0% I L 3 ) B A 2 3R 4 2R (mammalian
target of rapamycin, mTOR) A5 58 i , T E 5 fih 25 A
TR R . FESEE BCAA K L H A Lew) 2 B0
mTOR & 5% 1 (mammalian target of rapamycin com-
plex 1, mTORCIAE 5, MU G| R AZHEAEE 1 S6 il
1 (ribosomal protein S6 kinase 1, S6K1) 1% il 12 i
G Al ¥~ 4E 25 & & 1 1 Ceukaryotic translation initia-
tion factor 4E-binding protein 1, 4E-BP1) /3 1 i &
ARG H LKA T BERRAT, AL 7R MR A E
 BHRS AV, S BUR A B AR H 95 (postsyn-
aptic density protein 95, PSD-95) 5 % il & 1 1 (syn-
apsin |, Syn [ )55 5CH# 5¢ fih 2 [ 3204 57, k1M 4%
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A K [R 21 (fibroblast growth factor 21, FGF21) {55
481 R S A S 9 i R I L A 5 0 e E
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i Y5 14 i 28 75 7% A F (brain - derived neurotrophic
factor, BDNF) | Ji JLEK 8% 1 52 A4 I B (tropomyosin -
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SR RRE 715 RIS » JERE Sl 8wl s # A Cl g
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Wfz 2, 3-XUIN4E R 1 (indoleamine 2, 3-dioxygenase 1,
IDO1) #4542 2, 3- XU 480 B 2 Ctryptophan 2, 3-
dioxygenase 2, TDO2) , f Trp A 4] s [ # 48 85 14 5
[, 5 B RIS 2 KGN, U5 K NMDA Z A&/ 31
e P EE M BORLAR I 1 B b 22 JORE , N Td i S [X
P IBAT AR, Phe/Tyr LLAE A Kyn/Trp ELAEAE A
BNASHR S A, 1E PSCIARS 3 J= F1 T T 18
o BV S AN E S H AT, B 208 % 1A
PEARIR ST 0T 9T T B AR th A R T AR A bR B, n
1 IDO1 Z3A fIK TDO2 21 A i bk T 40 i 1) 4772
5, DB KA 55 IDO 1 A1 7738 15 $7 iR S e B
IRETT . A DUA I R 7T 2R AR T BT
B H B 58 B AT O PSCT AN A B TT 1R 255
AR AL XS PSCI Y Wl PRATE 7T B a5 5% BAR 7 1)«
IDO1 A1 TDO2 FIXLE ] ASEALIR ST 7 SE A E
55 G AR AU 0] B3R 5 2 P B B 4o ) 7 B O
R AR AR B B 25 W DA R 22 58 s 251
WA
2.2.3 Glu-Gln 7531

Glu Al Gln 75K 138 1t Glu-Gln JEH Y B %
FIRER IZIE R e S B IR 5T 40 M 2 1] F) 5%
AR PR PR, AN fE 4 35 5% 7] B b Glu (R AIG
IKF CA 1k 2 1 B 1, 368 5 #8588 0T A A 4T
At = Jﬁﬁi&@ﬂ%ﬁﬂk(glutathione, GSH) &5 Hi A 4L
T IR G B VIAE DG R A T SR i 4 2R
RE 12 7 v 2% 3 BOH I OBV 4% 1 1 (Ca™ ) 3 JE #F
BP0 K Clu ASZAERET [FIIN X A PR R IR
B AR R 3 R 1) B Glu T B B 65, fid B
NMDA FT AMPA 32 4 32 & 30 DA% 0o 1 0% 45 1k 25
P, TGH G B B SR OB X A 2 T S
T 5T SIbER, BT 4 Gln &
T R i R (52 = R 5 8 RONE S 8 52 314 255 0, il
T FOR S B Glu e Al 0 22 4 T Gln IBE T, 7T
REDNRI L Ah Glu AR B AR ™. FEAR o
&L, Glu-Gln I ) D) BEBRAS 22 RR SRR I, &
TR BT 40 i Gln & BUBg 208 515 1 B I
T 548 A K Glu B is R Rk R i, B4R 5 2R
7 ORI PR Clu & B Z IR, 5 8UR 8 Glu Fa &S £
BRI, DA M T AR 3G 0 s @£ 7T Glu i i it
Gl Fif A4 A AN 2 171 A 3 » 1) 55 R o T 28 4k 1500
K E e 1 QR MATERE )T B, m A MU #E—
P R R TU T A0 M RNE R TR T8, T BB Pk 22

i s @A 22 75 - IR 240 AR AR IDCRBOR , i P9 A 455
AR T A MM B IR J B S b 3t [
X3 T PSCIAIE Mt g . PRk, B A% T+ T Glu-
Gln B FEHT % A 1 B 14 42 LS5 F1VR 7 PSCI ) =
LBAE TR .

H A, 7 Glu-Gln 7534 55 i A R O
WAL BIFFEAE [ 1 A N FH = 58 <62 NIl 55 NMDA 32 4 45
FUF O Wl PR 45 B 5 L T PSCLIB T 5 48 i )
W R ARG TR AR T EE L
S RHT ;s Glu eIz 8 A 1 85857 AMPA 2 AR5 0
TG 2 AT AL T AL I 2B U540, (5 9 PSCI K
HEFRS ST SRt 1 BIER T A .

224 % #8 (L-arginine, Arg) # K 4% 5 K418 78

Arg A I8 B% £E PSCI Hp A 4% 22 i HL o8 (1) 4
EAER, HWKIZ 050 3 — A A A (nitric oxide,
NO) & B 42 FURS 2 B I 1 Carginase 1, Argl) i %
1) 9 481 5 26 26 TR 1 LA D RE AP T AR W R
i S NI AE TR . Avg 38 % 1T R R R AE IR S5
EWARTEAR N G R, ABAE R G045 25 2 SR
PR BRA N, MU Arg (175 SR 2 RIS N, 75 4b
VAN 78 AAERFACU T AT . Arg ARUTIE B 1R )3 2%
1 46 ol — 2% BF o S BB MR S R i B - bR 22 - R
JiE 7l s P 22 0 8 — 2 A & I (neuronal nitric oxide
synthase, nNOS) 5 5 ! — % 1t %( & % (inducible
nitric oxide synthase, iNOS) it BES0E, 237242 K& NO
5 i S8 W AH 2 FH B T (peroxynitrite anion, ONOO™) ,
il A A 2 B A | LI S5 B A O R 2 b A 45347, T A
S M —SH AL & A 1 Cendothelial nitric oxide synthase,
eNOS) Iy §E BE b5 1) 2= 1) 55 L8 CR 4P 5 HURAEHT 5
IE[FI , RIE TS T 1 Argl iR R IE 25w G PEFER A N
Arg, BEINRE— A A A (nitric oxide synthase, NOS)
FRABY IR, S I 22 Jr AR 7 P 0L ) T 42 e AR B A
HEIHIBP . R 5E 5 51 KRSt S AL
L LGS D) Re bR iG 5w B 2 52 BHL, A Arg AR 6538
% N PSCI T A S8 17 nd . H A ELRZE1 X PSCI
) Arg AR I8 % T T R BT 70400, (H A OGS0 i)
WF TR AR SR PSCL )R YT 1R 4L 1 B 2 i 225 Al
Ty 1] o I AR S P 1R 1T NOS MEASVE P L 3] Argl
BE AN TS Arg T T A U % 45 SN, A
IR 2 IR BT AR AR 2, (et S A R T e
225 AEAABE %I BAKH

T 2 TR A 25 LA il PSCI I A% 0 B
fittl 2 —, FeAF FABLHIPE S SR R A 5 R WL 1 A
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PR EST o H 2 K (methionine, Met) 18 i
AR 4k A [R] 8 2 B 2 B2 (homocysteine, Hey) , Hey
af it E AL N A R ER (cysteine, Cys) , FF B 244
B LA AR 28GR 371 FH 1) GSH ANRRAL &L, T
Hey 7E4 A 10 88 RN 2 Jm Jail 58 0 sz 182 A0 48 A 2388
PE A I Thae s IR FEAE BOCEK, E
ORI (1 g P SE N RS EUELSIN 30 Y & ST
R AL A SEAL ], IE RS20 26 v s BN R Zh RE -
o kTR ARG E % AE PSCI v L “Met FE A -
Hey-GSH” =7 — R HI A IEE . B0, R
A R S S B SR Ak R PRI 3Rk o Met 78 F 2
JiR HiR F %% 7 i (methionine adenosyltransferase, MAT)
VBN A2 B i 4 S- Tl HY B &R (S-adenosyl-
methionine, SAM) , SAM J& fA& P i B 22 (1) HH ZL b4,
Z: 5 DNARNA I8 B 5 i) B EEARAR M « T PR AL 40
i) 771 S- M 1 [7) 24 > bt 2 R (S-adenosylhomocysteine;,
SAHD J& SAM BE T8 5 5 1) 724, 25 i) P L A A%
Wi (351 . SAM 5 SAH (1 bUAE R e 4 1 FH 24 R
T e FMBAEFRASD . i H A K A7 22 5 BUBDNF .
i M R 1A A5 R ) B R O R R A A AR B A% DT
B, H0 ) foh 22 e AB R S A Y T 7 R
M B2 T BEAS N R D RERO KB . SAH 7E SAH 7K
i AR F R R K AR O Hey ARBRER, 0 S B P77
1) T SAH & i, D5 G 75 22 S N B Hey PA4ERRHL
PRIE W B AL RE )y . FLIK, GSH #E 3 ELIE IR R
fill 454 5 DR . Hey VF iz % A AARHA, H
& AL B 00 I PN B2 i85 R SR BT, S
JIH 5 B3 % 1 59 GSH & ™. GSHAE AR Hi
A 5 e, FLAR 9 2 IO M 48 To B S 45140, LS
BN R R U R 2O T X 65 v LB i PO
B R IR A8 I b 1) SC B A, R AR 2 LR A
PERIS, B 58 F1E N MAT f) 9% 5 A5 M 05 77, 8
I E A N T b0 g R LA R A, e
Met 4= Ji% SAM , I3 SAH 7K fif L4 RF IR A RS S
[ 1N, 4 30 30 3 3 75 e 1 1K B 5 1% B Ceystathionine
B -synthase , CBS) « it fii ik y 24 fi#t ¥ (cystathionine
vy -lyase, CSE) i [K 32 ik 5 iy 5 (44 ¢, W B iR 4%
P 1, 12 3 Hey [7] Cys 364k, I 38 58 25 Bt H Ik ik
JE B % PR B TE GSH /K -F, AT PR 47 R Ak 2R 3 5 %2
AL EE AT Keleh FE ECH ARG H 1 1
(Kelch-like ECH-associated protein 1, Keap1) -t &
P ik Bk B S A B 1, B0 p62-Keapl H W E 7%
i 3 4% K 7 E2 #H 5 K] 7 2 (nuclear factor erythroid
2-related factor 2, Nif2) 5 Keap1 it {5 6 I & A 4% %

B o NG IO N2 5 LA AL S BT e PR 4G
J& 3 CBS\ CSE S 45 it H Al I 4014 40y g 45 i 4
PRI SRR P, 1 i % B S B Vi 4, (2 Hoey AR 55
GSH Mk & A, fie 28 ik S AR 45 0, 0 5% foh 2 22 A
PRI E AR AL T A M R A RO B

FENR BRERE b, A5 Wl T Hey IUGE AR GSH fi
Fe BRAR T PR 22 20 % 1) 7T 28 B, 4 1 i 5 TR
P 5 A SR S AR AT 9 FE GSHL, SAH 2R
) e A, E— 20 ] R S 4 A0 5 2 e A 1
Fr 42 1w Hey IMUE 5 GSH & % B 15 £ 40 B 581k,
SR I 05 AR 1 A SORE A 22 T A8 RN, B 2%
T BN KN D REREAT 12 N B (R S AR PR A T BT
AU B X 5 B A R A A 308 5 1) T TS s S
RAELE Hey Jh GSH XUSE 1, FF B G 8 VAl R 424 H «
RN TS B AR A FR R B A U SRR Hey /KK
BLN- 25t 2R L & Cys 28 11 e Nef2 W T4 T+
GSH 7K 5 *h 78 B G MAT SAH 7K fif 5 . 45 1t
H kI A P Bl S5 4T R R AL AR AR S o RIS A A
FAJE AR 78 K I f 6 R 3R 2 5 B, SEBIL PSC
I — R s St s 2 R g I The i
3K BNy T HE RUAB B e 22 X 45 ) RE TR 1) 22 B
BORS e Tl
2.3 AR & AR B AR 5 69 TR B 2R

AN TR Z e B AR i 2 [F) R AR ISL IS AT, T
HH T RGBT B0, A Rk A IR 2 4%
HrA PLBCAA 5 Arg AU K (A2 BN R 25 . T
FERY], A JE BCAAFER N B, MUE RS 5
2R VE SN, AT REIE AL ] eNOS HITEE, B — 20
FEMCNO P FIFBE . R BCAA ] eNOS i
P BB ARGy LR 1 R B B, (EA F e 4 s e mT g
IR R I s ) R T — Y R TR — T i
/K fi#t 1§ (dimethylarginine dimethylaminohydrolase,
DDAHD [ D g, #E 1M 512 eNOS ¥& PEI) T i . EL
eNOS 7 11 52 A 5 00 1) 77l ) o — PR RS R
(asymmetric dimethylarginine, ADMA) [ 671 ] 921,
T2 J5 K A ADMA K143 48 25 T, 12— 284k
55 BCAA IIAE LIRS BUNO AL PR A BE R I, B3
S LA Arg 9T NO A BGIR EE , 51 2 i 1L & 5K
Ty e R+ 0 I 377 VB VAN A2 K A 0 452 4%, 3R T 5
BCAA [ 22 5 1 W 5] 4 FH 0 Jo] e i~ 15 i X 1
P SN IRe S . 5 —J7 1, XA PEAD
A 2238 57 R 48 5 R A AR A 24 22 [A) A7 7E TR
ZIMZE HAER . 25, Glu-Gln JEFR ) 2L 5 24
N b Gluid FEAR SR, P A XA Pk /4%, AR Gln 5
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S ¥ 2 . EAAERE RS, Gln & & Blo-l
% % (a-ketoglutarate, a-KG) [ BRI A . a-KG
ARE IR BRAG I B Z op ] =), 38 AR Bla-KG
FIRY LT 420 il a1 26 00 308 A% A A il 1 o0 5 9 B8 0
BA B 5 Glu-Gln 418 24 1 25 &L 28 b wT gl o R )
o -KG YA B, 785 12 520 = 52 R A A 1 3 B2 A — ik
SR AR R, HETRT BET P Met B3Rt SAM Y
A2 15 SAH HIE B, i 24 B AR DR 8 44 1) R Ak
PEAR K, 52 0 AR A 48 328 5T R B A 1) ik 5 18
ST, I i A P RN o R A B
RE B AQ I R G 55 2O a5 A% A2 1 7 3 0 5 s 0Bk, JE A
e 19X B PSCI A A e Je B AZ Lo B I 2%, {HL L
I3 5 LR AR A AT 75 2 — B B R S
24 EHE AT R A B ARHT I PSCL 8 % &
HLh]

FEHEE 25808, O A7 2 M4 3053 77 KOs 1tk Bk
WEE S ] 38 1 R = IR A R AL, BHXE PSCI YR
BRI RS E NI ER . 2R
i UL 7 754D BH A8 Tz A )32 F T SRt ik &
WA IR YT, 705 PSCLIE 1 &) & BERE #iOIR S
F6 2% 5 7 (mini-mental state examination, MMSE) | ¢
FERIZK NN PEAL 5 2% (Montreal cognitive assessment,
MoCA) P I3 L FEIRACAZ A6 71 7 1T, th 7 Y R4 [
I PRYT 2L AE 23T AL L, % BRIE T 6 T 4 ki
B %A TR I B KT [ I B IR ) P R R
KV 5 G2 i % o 1k 8 A X % ik 35 ) B BIESRS 5 Oy R fh
A IRPER AR SR AR LR . BRE T Ak, 2 Rl
2915 M R BB H 6 PSCT RS S P A I i) £ 4
YEM : N2 B Rg3 W4 A RS T Hey W SIS
26t VEFE I, 8 i #0 ) Hey X NMDA 52 44 1) i 2
WO ST i B =R R A& 2R 25 B -3 (eysteinyl
aspartate specific proteinase-3, caspase-3) /1 S [ £E
TCP T, ORAP i P e e A, NI & &b 5
(R S AR AZ T R R R s B B R D i
il MAPK/ERK {5 5 3 8, 55370 Glu 15 5 1) ' LA iE
B R A R e B, DR R S U S5 R R B
bRk %, XX T i A i a2 S 5 IAT DI E
BEREE A, I E A AR B 0
Hey 5301 LS P 52 Th BE B RG 5 5 s0E , D044 i e
55 10 IO, AT SE 22 I R R 2R B PSCI EA) 9
AR ERBEICUEE R W], o B 25 7E Ll Hey.
Glu Jy#% o (R 2 2 T AR 0 5% 4% v, AN B AR
FRZE T, 3 A T 2 R A T B B i X 4 T
AR, Jy PSCIHA TR M 1 2 ik 7 25 5

7T T,
3 RERRIEN PSCIEMFREYIBIHE KT R

3.1 g RABRAKFEI

S it 2 ik TR AU 25 L I AH SG HB FR A S PSCI Y
AR A, LI BRI S KT AR A B A 3 )
() By 2 P A FEAL I SCR A o IR B 9T 7, Hey
FEA T 2B E AR ST, A2 PSCIA ST fa [ A 3%
—IUZE R M R B, R L4 2R RS ) Hey 7KF i
E T, B 5 KBk FEREAL /N3 ik P 28 55 26
A ) R RS AR 2 o S — T Hp OB
Il PRBEFE, 3 — R SE T A b 2 I8 M R 2 e
Hey 7KF5 PSCI XS H AN G B . Glu 78 Sk
W T, LR A M R S BUR P& T
Ca” ", DA BRI A Glu ¥ s R M A ME
B LIS 2 ThREM AT o IR R Bds 2 1, SR AL BR
T HAT 2 PSCILAER 5 BN &N D g, HoAE ML AT
RE5 PR IS Glu ZKSF ARG . — T o S ki
PR AR R B TR R, R LR Glu /KPR 2
J& 4~6 h WIT 46 B2 Ty, 38 B AE 5 7E 48~72 h
BHTIEITET . Gln Ay B B Rk, HAEA
SR I 2 2 PR S A S AR AR VB TR
JE RPN [ A G, Al S EUE FRA R B G KU 1Y
N B A S REIB 7 AR Pk S, il AR
AN FE T PRI SR T AR N K, B B E B RIRE,
ARG RS, R A TRk E . — Tl TR
I 250y ik BEL 2 32 AR R4 1 38 VA 4L 2 B 5 R
B, KB Gln K AE A rp SoME I8 35 1%
ko X—25 315 Ml Gln AR Lk 35— 2, i3t —
WAUESE T Gln 7526 A S E A AR AET . H AT R
T BCAA 5 25 th (R BIE 5E AT AN BR, A E 48 i oK
B R PR 7 8] 1) B AR SCIBG, A0 1 2 o) AU A R 2R
B 5222 B, S A P r X 3 R R I R v R BRASE AR
HISAEAE 2 (1) BCAA B, B R 5 I id i B
KAFE VIR — TG RO 78 K I, BCAA b 78
AR 25 A I E BA FRARAE R - 72 R R
SR 78 BCAA 7T LLE 25 GE LA i = 45 20 D e
KA CEBFEHEIG3hRe PR AT RE D™
R[S I BCAA X UL A AR 50\ 280 )y e 1 ik ) o
1575 58 22 W RS AL R 9 7 7 LIRS . AR
PEIAA Argl BB IR NOS S5 K s, &
BRI Arg ™ B FE M , (FIIG R 75 8 G i B2 4D 7S Arg,
PRI 1E NO ik B A e 51 R A2 Btk o B B T
HTNYERF Avg I I ARAE B R, B itk — 25 1A
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A RLWORT 98 R [ B o AP, W] LA R AR 1 b
78 Arg, ME M E DI REMIE 5, ol 2 1 S il
Jo o REUFHE R BN 78 Arg F 77 AT 8] 5 75 BEAR
I BB 1 AR A A AL R R, DLk B TE A R
S o AR A S TR — PR R R SR
FABLE, 5 B8 s A VR T T 56
32 iR Rk R AR R A

TEAE bR SV, AT S SR AR U 40 A it
7 HROX B 22 22 G FEATL A R S R T R A
HEE . WA EE R 7 Al R 4R & PSCLH
XA AL A1 0 e R P T L, 3 3 A 30 i Y
W Glus MERR S Hey 7KF, B8 85 A& 16 7R PSCI %
P FEATL ) CHLHE DT 1 55 M b 28 8 i 0 38 W gt
FEZEEL  AHAZAT I 2 W AN AT 75 RAEA . 2 A
I PRAF FC S0 IE o R AT AR A0 VRURH (2000 - R TBG 5 i 4
AR 22 20 2 4 G AR W] B A WIS 8, A R AE: 2 o)
A NVEARAEARAE 1 2 25 il XU, ELAE DL SE IR 5l
AR, B TR RIS Rk, R R A
A YRR WU 8 1 52 AR B T R B0 L R B 1 R FH 9 )
PR U 2H 2 fit 388 3o A €20 - ol % 5 AR e 2 5
TR B ACHTRFE , S0 T B B 0 07 25 A0 1
IR AR AT B, % BOR w20 47 PR R
R IR B L B 25, U 5 4 48 38 AT 1 5 AR
KA KL, R I RAER H B AT R P E 5 .
I M Y D- 22 B R 4 oK B A% 86485, W AE S min AR
o U M ) D-Z R IR R e 1 s 96.3%, W] H
T JOE M B A WIS T 008 4k AT %
B AR N AL AR R, B L
PR RN 881 46 B KT IR S I, AR R B 4 A N LY
ReBVESE T 1 e U0 P R 1A A0 AR, S T
T2 (RS U (it T 5 K BRI AR AL . (HH I
AR NP AT A7 AE B A 2 < PRV 0 225
PR 5T B FE A R o VR 1/1 000, 3 BURE il R B
JE S 35 B ARG s MRV PP I b B KT 5 52 31 101 Js T
(R0, G T el B4 2 A it FR A B AN RR e
33 ZAFELSMN

N RE—HZE R R R, ZHEREESSHTC
BRI SR PSCLAE AR BB FE A% 00 7 [, L G H:
TE TP 7 MNFE IR B 22 L L DA 70 245 1) 3 25 1) 22 4 S B
W 2%, HARTTSREC LR 3 iR & 5k ng . — R4
2 55 FE R A 2R B, 12 SR I VT % 52 PSCIEER
PR 72 5 B FE TR, o3 W FLAC U % OC B i 1 Jik R 22
A 1l id i (B A A IR R 2 L R Hey 7K
S S5NEITVE S, $E s A AR PSCT A2 K 1)

FER™, —REANGHFAES, HERET
CBS. CSE %5 5C B I ¥ 15 18 #% B¥ 1% TR (messenger
RNA, mRNA)FRIA 5 Hoxh w8 (1 =F % 2 (Al HE 2
KFR. BREF LRMES TR IEAEEm A4
W i rp I A7 AR, (HAE PSCI R 2% 197 BEAMOA 58
R 2 1 Hey IUE 51 & AR, XM “ B B
TR AN FRAR RN S B A B v )0 SRR AR PR AN 5T
WAE . TEMEIBAT MR R 70, HLAR B AT A i@ it
AREEAL ) 8 5 B 30 3 O B ) mRINA 7KF- AXT T
P47, A EEEFREE T 1) S B B JE A T S A 1 i A
fif SEThREME RS A R BB AR Rk, KX —
R VET JEAE NG AT ORI N L, LB 4l
— BV W S RE IR R IR AN . 125K I BB AL
T2 CBS. CSE 75§ 1% 5 7K 1 &1 S 5 B3R i n
S, fA R D ] B 1 5 T A S5 2L 1 5 I v T AR
WISz BRAR AL, MRS HE B 8 5 B PSCT Atk it R fa
BB EARSRKEX LR HF R, =2
ATV 0 2 20 22 5 L IR 41 22 1 3 4, W AR
W) 06 5 A6 BN AT I 22 AE LS I 465 o H 7 128 H
(14 Gt 2 5 1 AR AR A1F G 1L 2% Hey~ GSH 7K~ B 56
BRAE SRIA S 2SN G T Bk 2 SUE
P10 2T 24 R 50 B T T BB R L 91 1A% 10 i o 4%
B FORE N FNIVE 4 AT IR Rl A T
4046 B 788 I 2 RS S AR 5 AU R B O R A A
B0AIE, PSCI 25 1 1 Hey 7K SFAMNAE 43 J2 1 X
LT P 32 P, AR AR SR - 2 R R
SN SRR b AR N AL AN E Y DS
X — S BERE IO ) AR 2R L7 5 2 Wi
IR 28 451497 7 S N7 G v 2 TR R, SEIR 23 T Bl 2
15 R 22 284 ARG 1 B 00, Sy 5 1 A E S R R AR
i TR PSCURS HE T T AR A 2 WA

I 2%, PR R 2 RS IR A, G B A
H AL 180 K m R E i , B BE AL AR AR L 3
R ) AL EURE B2 4R TH L SR SN AS 5 ) B, i
PSCI JRURS: T 575 £ 43 YA RS0, HE 5y PSCI - 7
e REUE S TR AR TE ST IR PR SE B

4 REERZE

I BRI TR S, S R R AR ZEELAE Y PSCI
e e Fe 1) B B LA T3 O e 0 L AL
O3 A 2 336 o R AT 2R AR T RE R G 55 2 PR AR
Z 5 e B A M BR . SCE R G P
1 PSCIAR G B & R ACHHE % L /R FH B A T
T FLIR (3R 1), B H AT iZ U7 72 1 2 Rl
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Table1 Mechanisms and intervention strategies of specific amino acid metabolic pathways in PSCI

Amino

acid category

Core metabolic pathways/mech-

anisms

PSCl-related effects (injury/protection)

Intervention strategies

BCAA
(Leu,Ile, Val)

AAA
(Phe, Tyr, Trp)

Glu,Gln

Arg

Met,Hcey, Cys

(D Competes LAT1 transporter
(with AAA);

@ Activates the mTOR signaling
pathway ;

® Impairs mitochondrial func-
tion;

(@ Disrupts the gut microbiota -
liver-brain axis

(D Phe - Tyr metabolic disorder
and damage to the dopamine en-
ergy system;

@Trp-Kyn pathway imbalance,
neuroinflammation, and neuro-

degeneration

Neuron-astrocyte glutamine-glu-
tamate cycle (Glu uptake—Gln

synthesis—Glu regeneration )

(DNO synthesis pathway (nNOS/
iNOS/eNOS) ;
Argl pathway

Met cycle>SAH hydrolysis—
Hey metabolism—GSH synthe-

sis pathway

Dual effects:

(D Maintains neuronal and glial cell
function and cognitive function at
physiological levels;

@ Pathological accumulation inhibits
neurotransmitter synthesis, causes mi-
tochondrial damage, neuroinflamma-
tion, and cognitive decline

Metabolic imbalance :

(D Damage the dopamine energy sys-
tem leads to impaired executive func-
tion and working memory ;

(@ Neuroinflammation + NMDA excito-
toxicity leads to hippocampal degener-
ation

Cycle disruption:

(D Acute phase: Glu excitotoxicity—
neuronal acute death;

) Chronic phase: Decreased synaptic
plasticity,chronic neuroinflammation—
cognilive progressive damage

Pathway imbalance: Oxidative - nitrosa-
tive stress, blood - brain barrier disrup-
tion, vascular dysfunction,and impaired
neural repair — cognitive damage
Metabolic disorder: Multi - stage dam-
age (pre - stroke vulnerability—acute
phase damage—chronic phase vicious

cycle)—cognitive decline

Regulate BCAA levels (avoid accu-
mulation) ; Combine with metabolic

status-based interventions

Dual inhibition of IDO1/TDO2; Per-
sonalized therapy; Combined appli-
cation of immune checkpoint inhibi-
tors; Monitoring of metabolic bio-

markers

NMDA antagonists (e.g., meman-
tine) ; Transcranial magnetic stimu-
lation/high - pressure oxygen/acu-
puncture; Glu transporter 1 enhanc-

ers, AMPA antagonists, etc.

Spatiotemporally regulate NOS sub-
type activity; Inhibit Argl; Supple-
ment Arg; Intervene in polyamine
pathways, etc.

Reduce Hcy (B vitamins + lifestyle
interventions) ; Increase GSH (N -
acetyleysteine, Nrf2 activators) ;
Zinc and selenium supplementa-

tion ; Supplement methyl donors, ete.

7] A AR i R o SO AE S 2 2 TR A R R R

Tl s 5 R SR AR Bk = 48— b vfE, RE M ST 45 2R 1K

fitl b, MBLHIRZR B GUE M R AL 3 AN 32
AR SR R 7 1), 9 PSCI RS - T2 (it 39 1) 1
H o TR TTI R R 2 EARELLE 3 7 G, Bl
BT TORE AL, LA T T 2 SR AR T — R R IR B
—ACHE B, B0 TR RS MR TR i R
BB HAR 5 80 Z o0k AR AR 2 P 25 (1 R 4
PEMEAT 5 RIS, X6 A6 m A S S 218 1 3 1 2 0 PR
AR AL A 18 R B M, LT A () 200 ff 288 704 AR
ZAL R S AR P AL R Z T MR . K, B
TR IR MAFAE IR RIBR o BF 78 N AR R 5 o 1 4%
AL, A FIE T b R A rh SR R R B 3

A EOAE s BORP G AR B, 2 BT TR A% e i
ML Y8 0 A YA A AL A XA DX S A 2
BT SR THE RO B L P 2 5 T R T2 T Je B4 i K
SRR ARI AT, HME LA 7 20 i S0 22 T 11 A 22
L5 R RS ORI 2 A R K B SRR A
> ARBER AT 22 5 3 PR 21 2 L B o A 2 A S At
AT DR LR A, BRI 1O PSCIARI 1 2 1 2% 11
RYUNFL. B IMRFEARCRA IR . SRR
W b 2 ) L SRR R AR S P A R, R AR
BRI R A DR ER R, Ll PR N P [ RS RE AT
FEEPEAT iyt — 2B IR s A 28 L A0 T T S s
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