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EETHRNRE: RS HIAR
A INVER, i, 3

B T 2B s A B S BEREEE , KD 610041

WE HE AL BRALR H 5™ IR, 328 SRR 09 22 8 PR 50N B Bk i 5 A PR A A 22
IR, £33 T i 2 e 14 52 R e W A ML, 6055 M6 Jo 40 PR T S RE O S A IO A
O3 T4 HEFEHE . DNA B E 450 LR AR D RE AT SE AL BT R ; 45 T iELe4pRkizgh 5
i Bk Tkt BB 3BI O AR FME A o SN IS A TE TR RE G2 s T SR A 410
Mo RO SE MNP 5 35 132 20 P00 52 2 At 21 s PREE AL I T AT %

KR 12zl N BOERE; 2k BN T

FEE R I i K G B N 2, BRI AE |
O LA B AHPBN | Ba] R IR BRI O R A%, S
fHEE R AL AT 2 B BT 55 2R A R A A ™ e
A AR R E R DR . I NS A A b A P Y
WK M Z R I KA T 22—,
ik 5 2 AR 52 B BRI AN S i o B TS
B W AR TRD R R ™ 02 , A i B I 36 28 Ak
G N2, (e A At B K-, A 4R i i B R 4 R
W A RE il gt B A A 35 J7 SN E BN 2 X
PURERE (BH L i & 1 RE BE B DA A 155 25 S5 RE T
AUCIE , AE SR i e 2 BT B R . A KR AT
RWZ A #2 T RIG 09451 F T aet™, R 51 & 78
EARREA, Al B AR Rk g e A A I BE T A %
i PR

1 RREZIHIRE R

e g RS M B T SRR R
Hh EF5 A D RE M BE 1 I AR5 fe RS 1Y
JrikE— B HIRE R . A 5204
ARG TERR S R IA G, I it E LA Y it
# WRE TTMNAEBEY . R T 2ARAE (FE 2
AFEENE M U ki 4 A 3 AR A
ENNE SV AP EP RS S uR iDL 65 DARE CE WA
CE RN I AR D BE R % | 200 e ) UK
TORFPPEACERALH s £55 Rk (20 e 38 | 290 Mt )
T IREE )R Tl RS DU G P R A E
R AE R, T B R N DI RE AT LA L 5 4RI A 56
AP PE BN o £345 BIF TS N 5% 1 0 5 2 TR T 1Y

Yk H 11:2022-03-10; & 71 H 1] :2022-04-20

HEeWH . EHEH AR E S TH (31900848) 5 AR & 2 B iz o 15 2 T 55 52 56 2 A iF B 5 50 H (CX21A02) ; AUARIR & 4B iz gy 15 2%

DU 45 i A5 S 6 % ¢ B0 H (2022-A039)

TEF TN 22T 5% W57 0 iz s AR i A (R , P56 : lixue2078@126.com
SIS ZES VR &, &6, % 23 TN EE RS HUGRD]. BHE S, 2022, 40(10): 49-59; doi: 10.3981/j.issn. 1000—

7857.2022.10.005
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20 AN 1K B BTSSR A, o A W AL
B9 S A M BT e SR S SR A A A T
20 £ . DNA B R IHREZ A (K 1) .

/f,mmmm

- wememes ¥

\

B ey S e Y HL

1.1 BB R R iE e K E I RE

UTAER , 122 58 I 240 F 7 30 28 FAH DG 1Y &
i AR b A AR RO E T R — A EE A IS 40
T 2 T /N R I 2 M R S RS LR S AR
I RIS P A R A Y 5, ok
T 5 2% B 5 43 07 AH DG 8 Jik 7 5 o AR 28 R A 2 1)
A Ko TR SRR 2R AT B A Y (AN
AD BEHY ) v S /N5 2R s T ek 22 e A
17T 245 B~ 10 ] /8 JC T 240 B Jcts D) R A i 22 (R 4 1
H B 4k I L g 1 (nicotinamide adenine dinu-
cleotide phosphate, NADPH ) 48 1k M #1 il 57°'. 1t
Hb TE N B AN 2R AT MR T S A ) S
O b 2 S Al AR 1 D RE 1 AN Y 20T
I 8 07 T R 4 T AR T, A AR 2, R AR iR AR
A AT DLFE it 228 0] 98 4 0 pf 28 T 0 AR b A
BN o TEAEARTT T, 38 0/ NE B AR 23 A T
Z T ALY BRI R AR R 7, H AT R
B PR E BB T AT v A b 28 R G P )/ NI T
J3% Ak, 3z Bl T LI i 15 25 R TR A,
@i, 4y 4k 5% =200 (cluster of differentiation—200,
CD200)"™, B 40 M | 2 35 /Y filk & 52 14 -2 (rigger-
ing receptor expressed on myeloid cell-2, TREM2)",
Fii U5t PE B 2278 5% T (brain—derived neurotrophic
factor, BDNF )"'45 3k 175 470 /1N K ot 40 W 805 V6 1 o
Hovp— S8 B 3K (A LAR B A ) mT LA 3 4% b L ]

ek AN b NN CENNTT] S/l o R ESE S
4t (contral nervous system, CNS) M & RGE . HAb,
12 )38 F] Re i T AR 48 PR KT R A i B
HREITEAL . SR, 38 30 T JA AR DAL 2 K~ 1y L
W AN TR AL , HCAT i 2o Z2 Mok I (] n sz g fh 22e
T IG5 240 R /I 8 T3 ) A, GV e HIL
ity Bt PIRAMIE
1.2 SN BIR G

1% P 4 (reactive oxygen species, ROS) J& A= Bl
ThRE = A= B AR R ), (EAE K T REA 3
AT R, R AN T e S EOA
AL AD 25 pf B A T PP I SC B AL R 2 —1" R
W 1) 5 2 52 B SRR 52 2 PR SRy R P
SRR R B S RN 22 AN R D R A AR
JEY, BUE AL BE T RTS8, 0 i B s 22 ] 9
PEABR™, FE ARG s BFo— Bk W
22 G v A ORI A A A 5 1 e, 5 R A
& i T AR M —ROS 77 A= 5 0 At 410 By 18 g
JIAR, B 2 e A E R R DI RE RIS 1Y R A1
HABRZLRAR , A WF5ERW, NRF2(Nuclear fac-
tor—like 2) 7 f AR 2 0 ik o 3 A DG ) i 8 2 e A
1) &A=, AL HE #2290 DNA B 473 AR T BE R 15 |
FNBAL IS TN i 5 R B R ph
IRAEAE™, X SEESR R I, PR L RE ) RS R A AL
Wit o3 T REI I Z W N g2 . 1B ghm] LR
— PR A PR AR S VL, A T SR T S A B
ARG G SRR T RE A7 5 AL Jit 8 98
AL B M TP 2 RGEBR TR
TG W e FIRYT 7 MBS B T IR A 4 R 5
IRFTHEAS . R B — oA RN T B, Bt
Z A0 3 AT LA 5 B A T TR it (5] A kI
SR HA AR % 07 20 i — DR R AR A
1.3 FHRERIS

PR T 240 B % T 2R 20 2N RS R A 0
BN 2R A R P2 T 2 L (neural
stem cell, NSCs) /7= A= iy i oo i)t 2 , A&
)l 7] s o R R AR U T2 g ] FNC AL
2B STy P A gOA N RS 5 X FE
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S AT PRI 0P i A B B T RE B PR T S
5 Xl 2 R G5 T AN ) [ TR T R R R AR
TREATOCE, R, A Y R T R,
Bl T an ey, e B IR N &z —, RZ&
5T 2, T AN IFESR 5 A 22 M (1 7= A BIL I A
5, B FE A 4 7% %% (Parkinson’s disease, PD) . AD
S5 LRIl NSCs 7E M1 4270504k R DNA 5 2 55
T T ATAE B A2 NS Cs S FEAH 41 it 3¢ P M 14 5
BT 08D I N 2 5 47 I8 AH S A DU
T FAT SAPE AR DA SR i i 52 R B i B 2 R
FEIE g B R v I BT e 22 % A | 5
H AT B8 T BONHVRIR ST B o 5 & 00 HoAth A4 92
FEAEAL ] BE 5 20 A 2 B O, Bl g i
FEL A0 e 4 0 H 2 A SR A A Qs R AT 5 A 2 e AH 4 i
2R AR T BE 32 85 ST B DNA B B2 240 &
i A1 5 A AH G G b 48 e A D A R, SR
ARG PRI T & B, A i 2R AT
Tl 3 58 R AR ME S BB A il o0 2T
X2 (AF 5T 48 T 41 2 BE 5 4 I AR 56 0 318 3=
BRI A IR AL A A A RRAE AR 2
BT K 200 i R A 3 5 A Z2 HIL i AH DE S IR
TR 1 e XL 35 AL AL ) ol AR 32 B B AN DNA H 3
Ak 2H B B R e €0 5 EE 98 LA R 2 i RNARY,
4 A o SR FE B B o DRI 2 O 5 i
NSCs B35 FIE HEIEE T 3 22 % LE 1) ELAR 2L
R HE G i o S 1) S Bk, TR LR T AR AR A
SR 1T — KA 7T E B AR 2 2 T &
LA R Bl OROURE [ v = 8
1.4 DNA&EZin

TEIE S B A0 O T RE I R , 2R A 20 Az H 1
DNA 8% 3 5| ROS B3R, HUH: N 7 5 A= 4 4
1 LA A RN BAT s AR A5 B, L 4E 4P DNA 23+
(S8 X A 2 G KL AR IE R A b, A2 90
() DNA AJ 3 i HAB & i A4 32 4601 1) DN A Bigi L L
BRI ARBIR A BRI, 045 [ VR FE 4 A e
B2 BIFRUIRGEE I VIREE . XA
Vs Y 2L Sy ME A o8 2, TE s ad fe b, 2
PR 4% DNA FIZR ki ik DNA S EE 141 . DNA 82 &
P 28 25 RIS M A B AIRD R 45 F DNA 182 H

THFFTATZ 0 ST, SR 4 25056 B A
RIVESE, DNA B 7 5848 S 801 2 58 Rk
o U0 5 R T A R b AR 4 R DR A R e 1)
PECO I BWFFE & BAH G 2L 1 7 7F DNA
16 52 28 N0 B A vh i VR S F 9 41 & 30 1
K E AR L BER (HDACT) 75 Kkt 0661 (8-
oxoGDNA, FEFEALE 1) 5] & 1) 8— 4 & IEE IS (8—ox-
oG) &, HDACT 8t & /N B2 B 5 4 4 40 G 1
DNA 51175 £ 2 F1IA Jn e i, I HLAE Bl 2R 2% 165 BROAE
BREAL/INER R A 3] T S0 E, {H 2 EARAE LG A A
FRRAMAFE AR L)L St — AW, I B oAk
Fip 5 1 DNA 54 Mg 2 S48 2 1 /E
BILH B A FH A7 0
1.5 ZRIKINEERERS

1972 4F Harman™ $ 1 28 7 14 58 2 338 TA K
LRIRES SEENFENE., TR R
LRSS A (N 20T 2 TR R AR ) ¥ T RE 4
IR AT RERE A . SRR T BE 15 Bl Ak
WA EERHES TR B s 2B AT h 2
A IS, ST SR I A B ) 2 AR 4L
LA DN A 7 Z0E 4 gt 5 2 R AE K i 7 T 4 T
SRR . AR, SRR R miDNA 1) 5 5 4 ik 5
Roag™, KEILOE, AMTT— B ERAA T e 1
wE R o TR, RS SORARTE A AR 1
P, AR R, LR R R R SR AR IR
(B R T IED , EAE FL Bl h bR S S LR R
R, 2 A R BRI rp 08558 81 il 2R A4 25 1)
WU TR AR /N BRI Y mtDNA W84 A
W R A AL, miDNA 5875 () S e 1 2 1
LA L A R VT I BE T R A, DT BT Ak
Baf. fEAE AR KPR AR EL AL
58 % B miDNA BRI FL 2 ROS P2 A= 58, L b 7E He
0 £ 28 v SRR T B ) R AR, 6 B 5 AR A G
(1 mDNA SFAFL R 5 R84 ¢, i TR0 miD-
NA GEAR 461 3 W a5 D RE , AT 3 B0tk — 28 =
ROS, £ X2 R IS 5 A DNA 3 il A Ak #4552, T
BOGPEIRER | T AR AE A T RN SR 8 5 0t
PRI AAL N PP B EZ R
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2 EHTHERERAEKARTE
L%}

21 RNHEE

2% WL it 1% 27 (epigenetics ) P8 2 HIL il £ 55 DNA
H LA A8 B0 AR S RNAPE IS . 5T ds
RS AL A e SR B HEER R,
TR A B — A P EIRTT
FEHE, DNA H A& A 2 i R b ) 2 R
TR AL B, B E w1 &L, B YR DNA &
PR IEAE A R, el T FE R I <1z sl 2k n]
DA 38 1 2 3 1 T 20 it oA B b o ) A s R 0T
PR4F B PRPLRES . A5 AFF 5T 38 2 I 4 A0 A i P K 1
1F & & 75 (long interspersed repeat sequences,
LINE-1) #E 1 #FAf DNA H 34k 5 A8 [6] /K - 11 B 4
T SR S, & BUA T 16 375 DNA H 381k =2 1)
FETEIE A DG IS R, Wiz s il 4 5 3 T 3%
T P A AR R 3R DR ) Y A A S TS B A
B8, FMR AL SRR HE A BG4l
EHMH A LW B 2 F5 . KRB
WAR SRR, I RE VP A 0 o . Gl
1 BB s R AT T, 25 5 R Bz s T
KI5 H Sk e Bt AR b, R PRt i
IR, feizsh i X BRI L T A
BH sk 4l A3z sty 200 R BT 100, & B SR
BH 72 2 7 2Rk 55 17 & 47 U 5 BDNF Ji 3h 111
S, D30 T 6 PR S 0, SR W2 Bl ifg 5 X
SRR AL B AR T, A Bh T4 R DA HRE S5 A
DIfe. XA NIATIE ST WUk, BRI T 6E |
AT T A R R R A R R B H3 &
Pk Ak K S 38 e AR B Bl S A R i D RE Y
B AL T 2 5 AR A O R S A O
miRNA 75 40 i 58 % 53 f vh & 15 35 2 6 B B (4R
FH L 24 miRN As 1] 3 i 6 9 2 8 4 G Pl s v
FI4) R D5 W 200 0 8 S 0 R AT ON E
T 25 DRI RE R R R, BT & R, 5% miR-
129-5P 1) & 38 2 (4 27 /N BN N T B8 RN A E S
T, Te) st A 7 B T A 2 B R 2R /N B miR—
129-5p B3R % I T BEAL PR 4 T

IEAE K, IncRNA [0 53 32 i 34 2, iiF 55 & 2R
IncRNA B8 5 & A HH M EAEH, FH, IncRNA
B Z NS SMAERRERNEERE,) 25
SAFEmE R ST DI RE R R R 2 A0 i
PTG . FENAIEERG AR T, IncRNA SNHG 14
(3 B ek 5 RAE B VIAHC , LA SNHG 14 R T]
18 8T WU R IAE R SE /N RUh 3R T R TR
BF R DG 14 48 E R B0 IL—6 . IL- 1B 25 3% 3K B A,
T BIFFE 38 Y, S5 32 80 1T LB IncRNA
I8, BERK 2 30, /N BN D) RELEA T 27 S 50
TS BB s, R F A T, 0F
583 B TR M L PR 3k i FE AL, #h 72 T AN ]
A7 1 1) L5 A A o) 5 AT B 1 2 R AT g X 1)
S LA G2 85 2 R DI 56 &R A B R b T
12 I i o 2 1 i 2 DR AP AR B LA HILT
2.2 HhiME

AN UAMA (exosome ) DA ZHH i &1 P15 v s 22 4 it B
T ) microRNA , B8 1% 78 J] Bl 20 Mo o 4% 75 5 21,
76 K Z 80 microRNA 76 Kt 23k, g oh &
file T S B 2R R A R 2R T AR 1 S EE R
T (55 1L 2 B Rl 412, HoA B . AN
PR S (P 22 0 2 B A 22 50 5 i 28 B o 4 i =2
[i) P14 A B0 A R ] 235 | R ] s 1A A, mT
DL 22 200 i v B 8 A 8 BRI AR, I A Bl 2
PR . BB microRNA 4 Sk id #6358
T A i W A A ) pS3-p21 M pl6-pRB &A% |
() 55 D AE o b R AR Y. 32 B 8] miR-34a
i 26 3k ] 3 i #0 [) CDK4/6 . Cyclin D1, E2F F
SIRT1 75 5 4 M R A5 . FE e 2 it vh 1)
miR-22 W] L1738 CDK6 1 SIRT1 475 5 41 i
0 EFMAER Y microRNA 7] LI 42 355 | i
ORI R A1 R N S BRIV e AR ¢ Sy
T2DM /) B B 58 b & 30, &% 45 JLFP miRNA
(miR-455 ,miR-29b , miR-323-5p Fl miR—466) [¥) >
i S P N S R U= Y A AR Dk | % 3
B, I H A 3 B A miRNA 1 36 T 25 X 3
J 4 I 25 1 O (MMPO) 35 PR 3 308 77 A= 7 Tl 5 1
IR O NELF 4EAL™ . 7K 2 s 58 B T B
KER, & BLTE 4 B S 280 vh 5 47 1 miRNA % i 5
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18 B B 2 MAFAE AR OGO R ™,
2.3 MiEEE

TR A YR - N 2 - il B T T A 4 i A
T GRPETRE BG5S T AR 3ok
R R G, AR SAMPS /L H ik
12 J& 25 45 B -4 (ProBiotic—4) “ i — il W 7E 43 F-HL
il o WFFE % PR« ProBiotic—4 ] 3l 3ot s 54 il Jj 5
(blood=brain barrier, BBB) 5145 , #1 il TLR4/NF-kB
15 538 1% , 982> SAMPS /)N B KM 19 420 A6 14 DNA
P43 I RIG-1 3 Ak oK 0% o 2 5 R 1 g 1
S5 B 51 425 A R 9E™ . Y oshimoto ZE71JE A T 453 44
AEIETE 0~104 % B R H A8 52 305 19 g 18 A=
T, R UGB CE YRR AL 0T D43 ol — e 5401
I . e B, i A P A it 22 f
AR L. AH LA AR UL, & AR 4 o = ) — 264X
W (AR = H B N8— 2 Bk WS e ) 2 s Jik A b
FNGE T 9o A5 AT I AH DG 1 AL P % . Boehme
SEUOVER AT A W 1) W T TR R R A R B 0 B 2
W AT T W5 X A /N R AT
4 JEZEAE AT IR FENL , 5 R R E ML B A /N R —
SEREE PR T 838/ B CD8'T S e 240 i /L |
CD 10344 SR 24 Jfd 50 5 o A Fir ki 20 | 1l v IL-10
TR TR 13 TE AR %) 52305 1 BR T (entero-
coccus ) FEE /N ) B ZAEMEEE A, Hit
C A HE &S AW UCE S YR . AR E 2
Sl R A RS K 17 2% 8 I R U 3 T Y
IR - el . 4 AR R RIS 2l AT G
VN R RE T 1] v A B TR D R 1 R ) LA o
A JEE R T 1 ADART TR 1T L %8 (g 8 T 2R T )
FEARAEY) ) DT o 5 W /)8 JE o 40 e ) SR T AR
NS JBT 240 BRI A3 b A e AR PR o S IR I e 28 R
JES N, Mcfadzean S 5T A, AT T5-38 A
BEMS , DR AR S s R T ERER £
FeME, 53Rz 3h B L, 12 30 03 30 B s 9 i
AP Z (K 2) .
24 BEFHETF

MILPR R At 20 2 rp 23 W 5 3l R 7 AT ) K
W & A7 5, A Tz s AR 3 i D) RE A 8OR < i 3l
VT 20 2B BRI R TR A 2 IR IR R

K2 zsh5imE w2 e

FEAE K F 1 (insulin-like growth factor 1, IGF-1 ),
P Rl 22 P28 5 38 B I AR B A 5 —AMAAE
S 7S 1 (Clusterin, CLU) , P=AE L AE
A 3 T RN 532 Bl BE A% 02 7E 1 bl ik A W s
Pk UL AR S PR S T D1 (recombinant glycosylphos-
phatidylinositol specific phospholipase D1, GPLD1)
K GG B4R/ N U IN IS BERE A% o IGF-1 72
o 5 AR IR SR i — 5% i gl ] LI A A
W IGF—1, {2 i 4 28 A T 5% Wl Vg 5 D) e
Kim SE*E B 1GF-1 R LLSE 1 W A 156 AL 3 381
(PI3-K)/ZE 1 3 B (Akt) i 724 3, AR U2 ) B
H A F1 (APP) F W R AL , e R 28 0 AR 1 1
PR TCAFIE A, MG 2] gL, T IR ] /1R 2415
BRI I BEE AR . Chennaoui 288 A 2R K i & /)1
B ZREA K T~ 1 (GHIIGF-1) 15 J2 32 3% #ih 2
Hx 27~ GCIC AR R BB . A TSR
B, R BB AT i A - 495 100 2 fh v 98 P AT
it Ey X ARAE A ™, Horowitz S B 58 L TIE
3z 3l 5 MR AE 20 PR 5 ] LAY 848 N R 2E
FINFINBE ™ A A 23 50 o GPLDI AR g — Tl i M
TEIRA T, BARAS Gy il i Kk, (2 GPLD1 32 AR A5 R
ik s 2k, iz sl s /MRS T GPLD T 25 K,
i 3 7K GPI-5 1 IS ) S B i AR FR GE 9008k
B B AR/ N N D BERE AT o Irisin 2 U 4F ok & 9
f8) — T 75 12 gl 3 A v B TR A B b A4 UL 48 i
T, Lourenco 55 & S 6 3 A 7% 2 i8R0 A8 4 15
I Trisin 25 FEAIG, $2 55 RN Trisin 7KF- AT DL
AD /)N BURBE R F) 5 fgh ] 98 PR AL AZ ke, DR UERH T
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Trisin /1 532 Bl % 5 fish o] 28 14 F1C 12 1Y BRAR R i
KA FEUESE Irisin AT 155 BDNF Rk IFfE ko~
FHEAZBIE ™, LA ks 3R W CNS 212 3l K+
Y FH % 0 A 300 3 AR 28 0T M RN 5 fi mT 2
PR, EAFEE RGN RE . 38 538 2l PR X KA A £
371, AT REAG B — i DR B8 5 5 Al D BE By 1 e
SHEINFITIRE T BRI s
25 REHE

SRS ORISR | 24538 IR R
T3 B R FAE 2 B S B SRR M A8 i A T AR
it HC M A2 SUIR G, WA 18 S B2 el 4
SHIT] SR AT SR TR K SR O L AR B
ZARIE /N UL S A AR AR B S s iR Y 3k
F AR IEA: 1 H 9™, De Miguel %0 28 d &%
iz B/ B3 CHE AN B V5 3N G2 Bl 20 AR 5/
2 AN H K AT LU #E 1 5 DG XM & T
200 IR %) 14 5, AR T b 28 0 RN R TR I B A4 LR A
IR A BHICIZHE T o Horowitz S IF 5T & B 2
G 257 1z 3/ U3 P A S0 A e AN Bl B
ARG T BE , it 2 4F /) U Eh il 28 AR A T fE
4545, Ho o FHL & GPLD 1 R IR 32 shPEA
62 1117 R S 2 VA N 1 e VAN N DK B2 S
AR R B AE /)N B D AR 2 T R S S
B, 5% fih AT AR AR Y, OF HSGE T S AR A G
AIAIBE AT, W LS 88 F 24P
FERT T AR MR A B AR A AR R AL DL AR
111 B 2 g N N 0 A 1 e o S/ 2
BT Zo il 4 R A L B T A L AR R AR Y DG B A
TLORS T HA PR E R E A,
& BB TRUE AT BUR S St 1w i BE %
TERF2F R A 5 T B A TE R A (i (B
T ZE AR, N SRR 2 A 2 T B A A
AR , B4 S 96 T s 2 I 3 AN T i 4k
AJ5 A T A
2.6 HEHSMH

$§H]H@‘Iﬂﬂﬁ?(single cell sequencing, SCS) % A
AT DATE A 20 B K O b g Xk H BT 5l (Y 3545 15
SHEAT I P X AT 2 27 o0 B o SCS H AR 1
AT LA A B B R AR A 2> 72 T

AT AN A FE R P 51 B S AR R P T B R
WAL 2E AR B, AR 7 T 52 A 40 A R
BTG, IR IZ U T A 5 2 200 AN TR S35
A PR A P AR R ML, st A2 R
Y2 NG S I BEAR B TR LA . AN
WA, BEr) 2 0 FeE a2 s
2F JERAEBIFTE LA B e P9 S S A AT A A . A
I 4 AR A 32 Bl 1 R 2 0 5T R g 2D
FRAE, P20 AR P AR A 1 PR A A AP 5T N B3 A 140
WOMATRABESE o % s 440 7 (RNA sequencing,
RNA-seq) 21| F v 3 0 00 5 A 4 i PR A %
SRR RO, 38 H IR R — i AR B o
RS T RE AL i 3L KR o, LU e
R PR i SR 33 15 1 S A AR AR T AL, SN R
G5 ML BIF 58 5 S 2 20, Lee 2500 w00 1 42 T of
P38 RNA BEF 75 3 0 T B 20 WL 2D 4 ) 5 248
N B/ INI |, A6 L DR A AR A, DA R 32 B AT 25
RN (R 43 THLH] . Sanfilippo Z5°7E 23 (5 A 0 58
e 118 2 A I DR Al 940 2 At A2 1 55 81 (NDHS) Hh
PeBE T —A i A8 5 (GSE110298 ) £H A% 1 1ok B
GG | 38 L HE R AR A 3 3l (LPA) Fl s 1R 0 1
3 (HPA) Z i3 1 SR 10 5 Rk N 55
LRI 2 RGN E BN E S A, %
HPA [y NDHS ', #2250 WK F 2 ML LA
FGN 28 J2 7 10 d 38 R LR A 0 3 o MAAH ST
FEEE T LA B TR B 0 sh A B T 4R bl
22 Y0 B ) A BT, AT R R S AR N I A 3
BN 3 L B SR A P B AR T A S KT B RS
12 B XA R 14 B i S VR FAIL , AR R 5T N B
TE AR B F 5T FIIAH.

3 IMAERERIEZNTFHAIEIAIR
31 HEREMHERRANERESR

ARSCHR 1 5 ok P 1 22 7 L th 3
H 2 BB (i 7, Bt B S T ph T
FARSIMR D BT S BGR BLRER E A X
Pl it RIS FIAs , TAE A  AB 2 ]
MRS | 1400 LSRRI R SRS (LRI
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W 22 b A e ) A B AE AL A T AR R B
il T 285 ) T AR AT M A R A BRI R 1Y) B T R
IR IR SO — TR , (B 02 5 2 Mg
PRI A ) F 2 AU R 2R, S8R DL I 2 Rl
g 1140 25 9 LS T re A O, B4 0 IS AR 2R
PIis JILIR B BRI R 2R A TR LA SR E 4
WA WFFEIN N AD BT — Fh il o 6 &, B2 38 AD
HET 654 L EREAE N, HABE N2 i
B AB N tau YA, Hop= AR AL A I T — e 4L
filo BT LA, a1 3l T AE 92 ki s 2 1 L H
— AR T B IR TR I R A
3.2 EHHAKBKSET=

CA R0 5E R AR T iz 2 g7 sl e L e 11
RUHE PRI ACHIZR A AE O B SRR
TERLE ST HARURE I 56 T 259, itz 3h 1
AR T — R AE IR HRmE . (EXE T 8870 1
IS AR T BRI S 3l R R 0 A 4
R R 2 i B K2 325 AL (exercise pill/ex-
ercise mimetics) [ X &5 N 32 17 A o XL & 7 2
TR S BRCR B 4> B TEIR TR A SRR
H AR 12 305 fisi fd e 5 T T, i 3 AT LA 2o 4
T BDNF &3k , {1 3 it 2 386 ot b 28 OB e, e 3
M Eh P2 AR A DT T, RGN D BE s HeAh , G8 Sl n]
P i1z 2 K7 B, VR T b iR 22 R 456, AR
RAE S AR B2 K o (HARIE R, 15 3h2)
FUAE AL B O35 AT REAE T~ HAS T 22 2 3ok 1 i o
B, 1712 300 S B S SR 7 A AN A Gy A
I 5 B, SR 3 H AR ASCR . AR SR U, AR
(25 )T S BUATI R A TR BT Be L 1B A HE ] L
PR AR % 2 3 s A A 1) 25 W BF A 2 0 NI R T
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Abstract  The aging and the chronic diseases caused by the aging are an urgent social problem in facing the ever increased
aging population. This paper reviews the complex biological mechanisms of the brain aging: the glial cell activation and the
inflammatory response, the oxidative stress damage, the stem cell depletion, the DNA repair damage, the mitochondrial
dysfunction and other related issues. The emerging methods in the field of the exercise and the brain health in recent years
include the research and applications of the epigenetics, the exosomes, the intestinal flora, the exercise factors, the allogeneic
symbiosis, and the omics analysis. In the meantime, it is suggested that the aging is not a disease, and it is proposed to pay
attention to the problem of the exercise pills and the feasibility of the transformation from basic to clinical of the exercise
intervention of the brain aging. In the future, it would be a challenging task for scientists and exercise professionals to explore
and develop precise exercise prescriptions for delaying the brain aging.
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