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Abstract: Heart failure has become a significant public health problem worldwide. and cogni-
tive impairment, as a critical complication, severely affects the physical and mental health as
well as the quality of life of patients with heart failure. In recent years, researches at home and
abroad have explored the mechanism of cognitive impairment caused by heart failure and the
potential mechanism of exercise in improving cognitive impairment caused by heart failure. The
review found that insufficient cerebral perfusion and its caused neuroinflammation, mitochondrial
dysfunction, reduction of brain-derived neurotrophic factor, as well as changes in cardiac endo-
crine function and disorders of gut microbiome may be the biological mechanisms of heart failure-
induced cognitive impairment. Exercise may improve cognitive impairment caused by heart fail-
ure through multiple mechanisms, including increasing brain perfusion, improving peripheral in-
flammation and neuroinflammation, improving mitochondrial function in the brain, increasing the
level of brain-derived neurotrophic factor, and improving gut microbiome dysbiosis.
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> /7 %2 5 (heart failure , HF ) /& 48 H /0 JIT 25 ¥4 A1 T 8 52 403 5 800 % 78 41 SUR 1 BE i
[ PR 255 iE (Heidenreich et al.,2022) . BRI IERE , 0 77 5236 7] BE 3302 M IF RE , H
AN RRAS A — o 2 BEAELE HH AR (R IR RORE o RS 2 4R VR R ) A2 T B
B AT VSRR B 7 8] SO R ) TR 2 TR (Sachdev et al.,2009) . 0> /7 5E v
S DA 0 A R R 1) AP R 41.42% T 19.79% , FF L B89 XU il 2 4 168 1 14
M3 N (Yap et al., 2022) .t T 0 S0 4 5 & KRG M LB AT 2 1) F I s m , O
733 v BE NG IR AL T Be v B 2 R R R AR IEVE A 2 JE 7 R B R L,
X G R 25 A FLAE B 36 R A 40 2 PR A A0 RO T, SR T B TR B, B A A A K I RE

FH 32 317 385 0 1L 38 5 B v DK R I8 A | ks> SRE O (R A 2 IR N TR A
ST P RARRAE S LA O — M W 20 BN RN D RE T BSERE  IEAE SR T kas Tl
J3ZE AR OGN KN RS (R 7 rh o SR A AT 5 0 SRR 12 Bl 8 A RN S TR AR AR R
(RGBT T8 R GIR DT HBEAEVE AL . 25T, ACHIE 5 M0 77 3 35 175 3 DA S0 e 0 1) 0
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HLII G T, 45 5 BEAE 38 3 b A 0 D e 1 22 AL, X2
By 2 o0 7 3 38 i B0 0 B A9 14 9 8 AL ) HE AT AR A
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1 DARESEINMEFHYLE
1.1 JE#EERE

AR AR TR, o0 g 3 v R R N () HEAZ T
B, 31 5N A1 e iR 45 9% (Alosco et al.,2014) . 0 J1 3535
AR R IO 45 22 A i XL B D, T R A T 1 X A7
T E B B IR T DI A8 (Roy et al., 2017). HF
AR AR B G DX, A i S A H i >
b5\ G R 5 A5 2 2 UDAR % (Alves et al., 20055 Suzuki et al.,
2016) 0 BLA, 0 7y 3 vy 8 DR o L7 gk 2 1) DXt A
TE 2H 23 2 45 R AR AR 93 /s (Vogels et al., 20075 Woo et al.,
2015), W BEHE— B S EUARI TR T . TR 2 Ak v
IO AR T - 1o/ B R T 20005 50 i, BRI A i
AR T A TR R, 1Y 0L 5 s 1) 352 B U Il o B
56 % 1 (Manukjan et al., 2023) , 3 7 5 W00 i i g . 327, -0
7735 5 J T A 2 5 3 P R AL BR AR T R S B0 2H 2R ZE A
R o J3 3 47, 3 17T 3 B0 S s

W6 2 i LA 92>, R ML R A AT IO S8 S N
BB FIBERG o /NBE T A AT R PR R A RS e g
RUORLAR N, 2 A R AR AR R . VR AR N R 5T A i T R
TR 98 K BE K] F-— o (tumor necrosis factor-o., TNF-a) « [ 4l
8/ 2 —1p Cinterleukinl B, IL-1B) FT (4 41 Jifd /> 2 -6 Cinterleu-
kin-6, 1L-6) %5 2 Fh A i K+ 2 5 JORE s 8, 42 5 R 245
7 I o B, 5 3 U L BRI A 4l R AT
45, 51 KN S0 S (Rajeev et al., 2022) . /K 41 i 38
AT B T TNF-a 14018 £ & ~1a Ginterleukin-1a, IL-Ta) < %k
A 543 1qCcomplement 1q, C1q) #3G A1 7 2 T I BL40 M,
PR A A 2 B, 5 AR AT A 4 o8 A 1T (Liddelow et al.,
2017) o BIFFTACI , oL 77 38 385 P DA KN B RS PR /) B VA 5 T X
2 M/ R TG W T I A AR 5% R T3 % it
29T TR R AN 4 2O A & T TS DA RS 15
F| % 3% (Jinawong et al., 2024; Wu et al., 2023) . A WL, #F
BRI E ST S O 7 I8 S N RN T T B 1) L

NI = A o A = £l 7 17 N
PEEE IR 45 R R B A, 3 B0 R T BE B 5 (Zhang et al.,
2024) . WRFC R I, MG B LR KRB )y 5 g A R ] AR i T
4 45 (reactive oxygen species , ROS) 7K V- Ff & fE A
R, S 800 77 3 v /N B E T2 R 2 [R]E 12 532 451 (W et
al.,2023) o ML 37 A1 K i Bk A b8 e 1) S A R UK P38
FRE SIS 4 IR T R R Ok, B T 45 T DA AN T Ak (Ji-
nawong et al.,2022) . Ak, {58 A 20 A 9 T 40 ) 7 A R B
2 By S NI ORI 2R T i B B A 4 U T D 2
TR B RIS R AORL P B WA B D5, DA R BR RS R
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(Jinawong et al.,2023) . FH AT 00, 26 %0 44 Ty g i 15 % 51
R e A BLOK S 2 3 R B AU SZ A0 4 I R T 2
B TR T 2k, 1T 5 B0 RN A

g Y5 P 4 2878 9% K] 7 (brain-derived neurotrophic factor,
BDNF) 7E {45 #2870 7 A4 L 5% il v] 48 14 | i 33 2% > A4z
R EE TR . B SRR, 0 7 3 35 5 1§ A BDNF 7K
S /b, FLAT R 5 O M fk L R 220RT 98 AT G (Bratek-Gerej
et al.,2022; Calabreseet al.,2014) . Wang %5 (2024) it 18 , fil
R oo 77 %% 9 K R, R J2 R T 0 22 56 v 1F) BDNF 6 [K] n] [
% J5 L ER 25 (1 52 4R BB B (tropomyosin-related kinase B,
TrkB) « Z fitlt J5 % F£ 25 1 95 (postsynaptic density protein 95,
PSD95) Fl 4 ¥ 7% & R #% 12 1A 1 (vesicular glutamate trans-
porter 1, VGLUT1) [ 1% , it pR 5 il 73 SCHCHE i 9 24 5%
P 5 1 45 3% 7 )% /b . BDNF-TrkB J /b i m] 3 K i v 4ie
R TRIL, T EANG JAE , 52070 22 70 A7 3F A firh v 58
% (Wang et al., 2019) . [A g, BDNF-TrkB 15 5 i % % 15
/DT e S B0 2 T AR R Ak e B R B R T 51 A
KBRS o

SE FPTIR AN AL B BRI AR A JRE L Rk 42
LA T B % A5 F1 BDNF 9820 7] e 3% il i 28 200 i 453 475 2 37
T R i v B R B, 5 B0 R R AG
1.2 SRS REAE

B B FI 44 JIk (B-type natriuretic peptide , BNP) 3= B Hy i(»
A W RO LA R A . — TN 951 440 ) %
i S8 2 IR DR R T T T O o0 ) S v AR T BNP K
SR v, WA KN T RE K 72 (Sui et al., 20200 o B 58RI i P
BNP 7K ~F- 3 Jin w410 1) 41 il 7815 5 34 755 350 46 Cextracellular
signal-regulated kinase, ERK) ~cAMP Jx M J¢ /4 45 & & A
(cyclic AMP response element binding protein, CREB) {5 5 #%
5 AR PR JoiE 40 W 5 1 i 878 77 R ¥ (glial cell line-derived
neurotrophic factor, GDNF) , M 17 5 £t 58 fish 25 11 ek 2> A1 ¢
i | B, 5 A F B S (Wang et al., 2023) . BNP i& fig ]
o5 AR LU [ ARG A TS R Al 3 AR 220
5P B UFR R B, 31X 7T e 3 Bk 22 T 2 A Cln R B 5 %
i3F 1 51 A %0 % 1§ (Cao et al., 2008 ; Ferguson et al.,
2018) . fE.0 J13EE H , BNP 5 40 0 5 i 46 A0 &7 5K T B
9%, JF H.BNP [ 73 Wh il FS 5042 O 7 i 1 00 B 5 3 - L
59K 25 1% & i & 4t (renin-angiotensin-aldosterone system
RAAS) i J5 i 1) AN [RGB # o [k, BNP 7K1 7T i Jse
T EIRE R KN T BE ) ZR A R
1.3 Wil AR

AR T — Tl ) N R Y T B S K
XA R G0 AAEAE R o 0 73 v o /O ML 52 9
b AT RE 51 T 0 R R B R R AL, 0 IR M R i
i T8 T B L 2R R 5 i T TR R 2R 2 gek 2D R BE T U TR
(short-chain fatty acids, SCFAs) [ 7= A& , B4 i i 1 38 3% 14



AU 5 55 2 32 ) A0 0 3 5 3 T B S R A [ LE L

T HUTE R 7R 20 B A AR Mk N LR A 1 (Madan
et al., 2020 ; Morrison et al.,2016) , {i¢ #F TNF-o. IL-6 %5 fi¢
R T HRIE , T BOROS 340 Ao 57 B 453455 , T 51K
BN E AR AR 22 R G RAE SRR RAT AR, 380N
H1 % (Rochfort et al., 2014; Yang et al., 2022) . HiE#
FEH, U 7 v I B B 1438 3 kB, 2% 1 W TE
T T A B 5 A 48 JRE AR G KA N R B 28 A VR 9T AT
A A 28 8 0 A RN B A (Yu et al., 20200 , 327K, B8 1
T 2 R TE 0 g 3 o BT SO 0 5% 09 10 3 T P RS A 0 R AR

F o i T8 VA TE AR A0 38 4 5 ) o 22 338 O B HG i AR 1
A5 i w22 3dk ST R RE R B B £ 5% A LA KN ) B (Chen et
al.,2021) . [AL, 0 7 3 s ], i 30 7 A 2K 1A AT e 5
BRI A 2 R R A 28 36 5 K T AR 1 Rk, AT
FOARIBE AT o

g5 LTIk, 0 ) 3 R IR E AN 2 5 LSRR th 4
T 28R Dy B B 65 AT BDNF Ja 2L , DA B O JIF P 2 4 3
R 507 A i 3 A B R TR K e DR B ELVE P R LR
R AFEO A RERS (B 1D,

AP 22 K IE

/

“BNPY
NT-proBNP\T‘o »
GDNF|

AN )

~BBB.._

A 22 0 R A A
%%\w =

XBF Al Z TR e
TNF-a, IL-6 B B

E1 O HRIBSBOAFPERR RIS

RAETHR TS

BDNF|
)

>//Y \ K A

4 :

[ (;y '[?;‘

CIL-1Bt

Figure 1. Mechanism of Cognitive Impairment Caused by Heart Failure
72 : A W Figdraw 224 . NT-proBNP. N K 3% B A 4 44 Bk JR ; SIRT 1. 50 BAZ 8 9R ¥ B F 1;Drpl. & A4k ) /48 % % & 1;BBB. ffi F-[# ; Angll

An 8 %7K & 11; CBF. i fe i % ; LPS. B % 4%,

2 BEFRE O HNFEAEAMEREENS
2.1 BFHAEREE

WE A B 7C A B, 38 Bl B % o3 0 JIE A7 5K T BB (Alves
et al., 2012) \ J /b it B I A FF o ML B TR s I M A I
(117K “F (Braith et al., 1999) , 1X AT i 38 Jin i 1ML 7t &2 92> K
o ke ofL SR B, TRD 9 O A A D) e . U BARIEAR R B L i
By ] 5 v EE VE A SIS B B 0% G 0 HT 04 B 2 A0 AT A
W 7 2 (L, AR ARG S 0 B 2 0 L I R o 0 i T
REMITIZ ZhfiE (Thomas et al. , 2020) , iX £ BI3Z B %A K1)
A 3R FH BT R 30 o i DX I B 3R A S . 0B
) IE R R 8 16 i v 8 9/ B IR AR X8R BT A
AN R 22 TR, B0 A DD E (Khan et al.,2024) . 7E
> 77 % v I R B 56, A 4 (A #0025 (aerobic interval

training , AIT) A& % 31 5 /0 77 %2 45 18 O I &7 7K Th RE F1 2%
L8 7, 38 Be 4R ren FL A2 38 B 0 ) 1O i ) B L I SR B
DA B K i A it 1) B 3 5 4B I 40 B A K KT (Fu et al,
2013, 20160« T WL, 32 B o6 il i 370 B 4 U oo 7 E S DA
HThRE N RIS T .

TS, R b S 5 18 B BRIV R R 1 b B
Ly 1) AL 5 I LA St R o R i S R R R
(Steventon et al., 2020) , 15 B #2018 265 L0 2 FR o3 A
Fe T MUE B VIR 77, B R RE 2 — Rl R vE AR AR . Koo
KA, X500 7 3 v AR I I IR & A A 0 T e LA AR AR
S . (EIZF) )7 IS BRI b, ATT A5 58 5 (] BRI 25
(high-intensity interval training , HIIT) X} /> 77 3% 35 £ 35 (14
B R 35 A0 b S 5 R S SR o 0 i HH B i BNP
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Pk b S BB AN AE ATT H R A= (Fu et al., 2013) o HITT #0005
-, 2 1 FITT 390 ) A of 35 28 R0 i 37 B £ 82 7 (AR R 5y
S, B KR B Hb B i 7 If 7 & N 1 (Donelli da Silveira et
al.,2020; Taylor et al.,2022) . KB, X T 23500 /) T2 R %
)i L B, S INERE ALT A1 HIIT .

25 FTIR , 8 B 0T B 2B KT S5O T A 1M RE
73 B DR 1) SRR I 5 A DR G G 2 A R ) A S i [X.
PR 2 SRE TR, AT A BT BE = A AR R
22 BEHEEI S EAAY 2 KA

18 B AE 5 i R I TR RN A R DA e 4 o 4 A
JEL 98 RE A4 28 98 RE 035 40 g 32 38 BT 35000 L B i . F 5
R, IBEN IR AT LA BEAR L ) 32 98 55 2 40 JA) 0 0408 34
TNF-0.IL-6+ C J% ] £ [ (C-reactive protein, CRP) & 7] ¥
4 4 i 9 T A i Fas (sFas) 1 Fas it /4 (sFasL) ) 7K 7 CAd-
amopoulos et al., 2002) o = 58 B A I 25 7] FF 77 DL RIS
iy 7 8 35 B 3 1ML Y CRP L TNF-a 48 B 5 B 23 1 11 7K P
(Papathanasiou et al., 2022) . Fifil {E N — i £5 & P (1) i
B 7, 0% kb 1 1L-6. CRP 548 48 A 1, JF$2 s 41
8 41768 48 Ak 4 5 A il 355 1 (Pullen et al., 2008) » A K
18 238 W] DA S i JUURE A 48 i/ 3 - 10 Cinterleukin-
10, IL-10) 55T 051, A F T HUATE B #OIRES (Della Gat-
ta et al.,2014) . IR T KW, 128 5 58 06 47 2 F AL 50 A
PR 77K, 8 m b R B 7 Mt g R ik, g g
RAEIRAS , IX W] B 230D 98 R X i o o e 11 45 5, 3
M7 e A 0o 77 362 98 J DA R0 B 5 11 AU

B E XSG RAE WA IHIE . R RIE R SR
22 J2 R AT T B0 AN B SR SRRl o S P S S T BB S B4R
I T . 38 B W] A R A G SR, AT R
I DD RE ™ A2 AT 2 S A - BIF 9T KB 5 18 ) BE 8 20 R ik
B R Ty o BRI O A B 1 7 i 3R D U8 B N IR
S 1143 A TR IS SR i 2 P IR 5 A R T R
(Leardini-Tristdo et al., 20200 . iz 5l & 7] 9 20 5 A 412 4 [K]
T IL-l1a. Clq. TNF, 3 %% fb 4= K A 7 B (transforming
growth factor-B, TGF-B) B3R &, R #E P & 5 1 A1 B 2 %
JI& J5 40Tt 1) o £ f 47 P A2 TR AR AT 8 iR 0 5 A
Jr Vi B AR Y A 03 DA R0 AT (Jiang et al. ,2021) .

g% BRI, 38 B 0t A6 A 98 RE AN w22 580 1F 40 ) 4
A RE A 0 O 7 3 08 P SO R BRG], E RS
87> TNF-a IL-6 55 &b Ji 2 28 P57~ B AIC /N JB J5 40 i v 4L
IR 52 TV T 5 4 e 2 R O 4 M e AR AT K
23 EFRE KL AR AL AT

B E R R AR R B L AR, R AR A
AT RAFIA A T Ae SO0 A5 8 PR TR LR R Ak
JoT AR ) ) AR YT . ICHR IS B T DA 5 K B 2R kL 1
SRR R e A R AN D RS s ] PR S S TR TRl
1288 71 (Lee et al.,2021) . HyFFEEE3)/NR KA BT

4

HERF /N B Z MR A A L FRIK ROS /KT, I 38 2% (]
1EIZ A8 IR HAIEAZ (Kim et al.,2020) . FELRARAED) R AE
J5 1, PUERAS 29 Y Bl F 1 Csilent information regulator 1,
SIRT1) 72 4% i 2 bi 7k & B B2 A 1. g sh i
OIS SIRT 1 3325 St i 75 1ok 480 A 4 il 4 164 5 0 B85 2 Ak y
JLBE TN T 10 (PGC-10) A PR K 7 1/2 (nuclear respira-
tory factor 1/2, NRF1/2) Fl £k i 4K i 5% K ¥ A (mitochondri-
al transcription factor A , TFAM) i 32 3Bt 1) £ A 44 7= A= T fig
e R ACHE, I8 Z2 A R DDA N B (BRI 2§, 2022 Viiia et
al.»,2009) o 5 R 32 45 1 2R AT Bl T 4 1 1R A0 4 o0
Ty 6 M 9% fil A% 38, & 2y 2 B I W0 PTEN 5 3 B 1
(PTEN-induced kinase 1, PINK1)/1f14: % [ (Parkin) j#
R 2R R AR W, AT ST A KD Tl g o 5K 62 4 55 (2023) 1
FUR I, [8) B 4018 ) BE 08 W0 R R A M B 2 R iR
PINK 1 Parkin £l LC3-{J 3% , AR B2 J2= AL R BOKT S 2
A SR IL R ST o I8 R LA gk A Rl A B 12
(mitochondrial fusion 1/2, Mfn1/2) F1 {8 #fi £ 2 45 & (1 1
(optic atrophy 1,Opal) 13215, AR PR EH 1
(dynamic-related protein 1, Drpl) {315 , M T #1001 £k Hi 44
Iy FIFAR EH RS O 55,2024) . WU RN, KLk
B 775 1 2503 T e D 4 B S A R VORI ORI 2o A T i B
T, 14 0 28 b A4 AR T, MU 2435 WA N 2 B8 (Jinawong et al.
2024) . LR B PIR 12 Z)) e 8 8 i PR Y 8R4 o i 4 i
ZA SRR, BESRE VEYRE VRN %5, G
2R AR Ty fig 98D K R R A R BOK S S 1 A =
7, 3 T S A 4 TG A R R T RE S o 2% IO A TR

H AT, O A B AR 202 306 0 77 3 98 135 5 100 LA
BB UL Z R A T B R AG  CE AR T X T R B O
AR IR, DT TA) B2 el 2D A R4 5 o 3 T3 B0 ok 4
Jo e 4 o) i FE ) i A AT DA I, 2R A4 T i 1) o 3
AR R YR TT 0 70 3 35 i SO R0 B AS (F ROHE R
2.4 E 3% &k N BDNF K-F

Ji% #4 [f) BDNF 5 TrkB &5 5 ] 0% — R 5115 5 38 i
L35 5 B C—y (phospholipase C-y, PLC-y) B g Bt WLEE -3~
41 (phosphatidylinositol 3-kinase , PI3K ) /" F zh ) & 1 5
Z $B 55 1 (mammalian target of rapamycin, mTOR) . £2 4 J5
i A0 B 1 R (mitogen-activated protein kinase , MAPK) /4]
Jitl 4h 15 5 I 5 LB Cextracellular signal-regulated kinase ,
ERKO &, {72 k44 22 70 A7 175 A 5 b ] JB 1, 76 2G5 A BN 2
2] AL 2 B8 77 T K 5 B EEAE H (Wang et al., 2022) .
I, $2 15 i 9 BDNF ZK~F 00 3 M 4ERF AR DI RE 2. 18
)& $2 " BDNF K-F A BT Rz —. sk, i
Bl AT 38 K S [F] X 38 BDNF R0 . 5k 2k iz 2 R
A3 /I B 5 ) BDNF /K SF (Venezia et al., 2017) . i3]
TG 0K BRI 55 4% 9 R A K] BDNF (Lee et al., 2020)
K132 5 B8 % 52 5 /N B K B2 )= A 5 o BDNF BH 44 48



AU 5 55 2 32 ) A0 0 3 5 3 T B S R A [ LE L

i, IF 3 2 (Al E 12 (Xiong et al., 2015) . FH1iE )
AL R R BRI S AMP TR AL 88 B0 (AMP-activated
protein kinase, AMPK)  J" 32 2 £ R 4 L B2 8 B (ubiqui-
tous mitochondrial creatine kinase , uMtCK)  BDNF ., i [ %
¥ 4 K A F -1 (insulin-like growth factor 1, IGF-1) 31X,
B W BDNF A0 2 il 08 5 3] 38 [ 55 AMPK \ uMtCK - IGF-1
mRNA 7K 2 [8] IR I 2, 38 3 3502 3 51 1 A 50 5508 2%
B4 2% (Gomez-Pinillaet al., 2008) . 7E IIfi /K i 5 o, ifif 71
YINZRTT DL 25 38 i R 55 £ 2K G 4 BDNF 7K1, T A A T
WA X FhAS Ak (Seifert et al.,2010) . ZHERIEH TR T4
D N BT S8 A e 4 DT TNF-o0 M IL-6 7K T
JF42 = BDNF iR B2, 3 IA 1 Dy B8 (Nascimento et al.,2014) .
H1 B AT 0L, 32 Bl AT A 248 = il A BDNF 7K -, H BDNF #]
REAE A FIB IR SN AT RE IR B A T
BN e B4R & KK H BDNF 7K, 34 ] i i
A JA 42 % 4 BDNF 1) 54 5K e A s Thse . 9t i g
2w LUl i b i PGC-1a/Erra ¥ 58 2 &4, 11 FNDC5
FALHGIN AR R 2 P AR 43, AT 5 3 ¥ 5 BDNF

Figure 2.
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Mechanism by Which Exercise Improves Cognitive Function by Increasing BDNF Expression

7K T 42 % (Wrann et al., 2013) . iz shid B2 b 7 48 & 8% L
Al F- 40 41 21 2 1 ¥ B (cathepsin B, CTSB) JIGF-1 5 41 i B
EACHIY W B-F2 T IR FLIR o B R 3 AT DLE I i R
HEN R, U8 4% il ) BDNF (1) %38, 0 51 D1 RE (T,
20200, (HFEZE MR, B3N R b — g UL 718
Tk K5 0 7 5 v 18 A 2 B BE 77 HH OC (Lecker et
al., 20120 [A I, 38 1 41 & 38 42 B 5 il P9 BDNF 7K1 78 40
JIHE B TP R AR MR E S

Zx BT, 38 3 ] B AR = A Y BDNF, 1] BLA
A J& R 42 i ) BDNF ¥ 32 1%, TR 2E 1 48 A2 e R
fil v S CE 2D o EH UEHE , 32 338 5 42 = BDNF /K7 1]
REXT Lo 7 8 v 3 BN EN B G ELA B A o 55 4, 3
il 4 £ 8 7% B T 41 GDNF . # & 4= K [F T (nerve growth
factor  NGF)  fl & 5 7 [K| ¥-—4/5 (neurotrophin-4/5 , NT-4/5)
S AW AE M 22 TT A7 TE AN D) Re 4E R oG A B 18 3 )
A I b A X G DN 1R R 0 AR N T G O T 3
B SR A B 15 o SR SR AT AT IR AR R, A 0 B
T SR AR 7 (1 05 AR 7 SRS o

) /\4 l Caz
k‘.TQR PKC \
/ i \ A/CAMK

ABmMIBEE T RT R

7£ :mBDNF. &%, 3 #9 BDNF; DAG. =&tk ik ; PKC. & & i B4 C; IP3. = Bh iR WUET ; CAMK. 458 % G 1R 00 & & 1B .

2.5 EFHEEE AL

O ) 38 VR ) W) KLY e BRI M 0 B B o 2 R PR B
I, MAE a5 A B R YT 5 5 0 ) 3 K R A4 R IE KPR,
A0 5 £ 75 1) 203 (Huang et al. , 20245 Yu et al., 2020) , %
B Ji T8 T 1 78 A R i — i e T A A Th RE . R
1 35 B 4 E B AT DL Y i 3 AR Y B DR T B

W&o — il Meta 73 47 Y 7%, 38 3l T T0URT 42 iy e N 4 i 38 1k
AW T RAGE SRR 1B B A BT 4R R I R Y R
P47 (Min et al., 2024) & 38 7] AR N3 264 25 B B 1)
DR T B, U503 i T B B T e, U0 T T 8B 1 AT R
AIC S S5 B2 A 8 DA R B 1) XU RS: o W R £ 1 Bl o 2 IR R
( Akkermansia muciniphila , AKK) & % 3 5 iz 18 B f# 2 B
5
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R 9T G g2 S, T A SR TE o 22 AR AT M 0 A DG 5T b
N IS TE AR AE H . 38 3 AT ARG N % 38 N AKK (% B8 B
B Uk B AU L SN T S A B R
A zo-1 FIE F I B B 5 85 T B, 48 9% D\ 0 B A 2 e
(Jin et al., 2023 ; Yuan et al.,2022) .

T2 By a4 W] I I O T T AR P I 2H AR R Y T 1E
A AR 7= W i 2 B A SCFAs 1 7K, 3 4 A 4401 T g
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