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Abstract Alzheimer’s disease (AD) is the most common neurodegenerative disease in the world with dementia as
its main manifestation. The pathological regulation strategies based on microglia in immune cells have shown their
unique advantages in treating AD by preventing the pathological progression of AD at an early stage. This paper
firstly introduces the role of microglia in the pathogenesis of AD, then summarizes the relationship between
microglia and the common key pathologies of A, tau proteins, neuroinflammation, and impaired energy metabolism
in AD, and finally reviews feasible microglia-targeted intervention strategies against AD with some discussion about
some current issues for improvement in each study, in the hope of deepening the understanding of strategies that
regulate microglia to block AD pathology and providing some new ideas for the early intervention and treatment of
AD patients in the future.
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PR TOE R U M ZE 40, e 2T 80U E BRI A
WCAZ I RESR A FE Mt B, R AKE DL SR A T
P AR R 55 i PR 1) B4R 4 A A R S T A
Kk, HHETZ FDA #LUER AD JRY7 2549 220
R R AT 7 2 6 PPN . A R Z AR P
KA 1 A5 FIEE X AB B R FRPTIA (aducanumab
1 lecanemab) ¥, {H 3 46 24 ¥ 3= 2 g B 14 Hb 2% it
R BRI B AD, B A TE ALY IR
I7 B IR o T A R A A, 3K R R Rk 5~12
AR FERBRR AN O ER L 5 R, 411 2050 4E4:
Bk AD SBRE Y 1540, SO R E R AL TAE
HH, P38 Y) 75 2 A AT R IR T X R A
KBBEIG  AD VEMISPEBOR, e BHLE] &2 2%, ZFh
S B R AR PAT, HAFAEAS W) 122 18] 4 AH EAE
FH, i AB P8l tau F AT IIIR /NG 5240 A Y
& S PRI, IR A A 28 JRORE S ik ok T3 AB 9
RS SR L AE AR AR R R AL
FEHAS — R, WF9E A0 A 2 R T TR R R Y
B VR FIXAE IR YT, 18 AD FF A& 25 1) it PR 2R K
R IR 99%, X iH Y) 75 it — 2 B AD &
BB R mg AT A A 0 AD ¥7 1.

T 3 /NI BT 4R LY AD IR YT SR I AE 22 T
WF5E S E /NI A A i 2 5% LT
Z: 5 i WAl 2R A TR 1 A e i A, JF 2 p
ZRIRAT PR R A iR, JUHJE AD. TEARRY
/INJGE T 448 L e A [ PR 2% R 2% A A B B8 A2 Ak T )
5 R AN TR A T P R A AR G e T RE, (R FE T /MR
JoT 241 Jf T i 3R e i T e 2R A T R O 1 R A
FIFEJE, H A P OR A A 85 Ak 3o fa 6, HES)
AD FRER LA T 3 SO Wit ™, R 1 /I e
FTA AR AD s BT AR (% €8, XTI EH AD &%
ML LA K. ADIRY7 A EE S Lo fEiX B, AR SCHIA
TN S AD HheEs LAY OC B B 2 R] 1Y) 5
F,IEVHE T B A0 E R /N B T A I A DL ks
AD P B BB B9 E e, SRy AR R TN JB 40 i
HFE R AD B2 W ARG TR I 275

1 MEFAREIRERSEARINEE

/INJGE S5 240 2 B B A K R 28 2R e P Y
2l DR = Sl D NS s 5 e e R T
0.5%~16.6%"., 5 H P ERE AL, FEMR AT
() S B B B LA AR 8 R G, 3 AR S5
TR 37 Jy S S A S R IR B0 A R AN TR] e 7Y,

FFREMSHEAT F BT, IS B ik A S e A A g
RS NI S i R 2 5 R A
ARG KT, BIRAFIIE T DhRE4Efr & A FA
I8 AT R DI REIE &, H R I 2 B B
TN R IR, SR A S 3 B L S BE MR | B iE
T BR A B A R D R, LR KIS, Pk
TR /N T AR S S B 1 A, AT e R
BERRTTHLE

2 INERYEAETE AD HHAE
247N B8 T A0 B 5% 0 DR AR 56 43 AR A

(pathogen-associated molecular patterns, PAMPs) . I
TP AR 43 F 453X (damage-associated molecular
patterns, DAMPs ) 5 20 g Xl 5 Iy 2 B80S , 15 16 1Y
JINJISE T 24 T AR AR ] R B 5 A R B Ak A
[ iy e AU, A AD R HE v, Bl BEPE Y AR I
tau R 23 5 200N B 5T 20 B 0 T e B, [a] i)
NI T 20 2 1 R A W TR MR O Bl 28T, (HAdLA
BIF5 2 B/ N G 5 240 0y T e B SRS i ) o 28 5
TG 8 TC o /N T 240 e 388 3 i) 3 5 o A 45
WMZ5 AB. tau FE | FIZEARAE M e A4 A 45
AD FHICHR B b, I 55 2% g BELZ [a) AH B FH 520
AD HE R /)N 5T 20 i 2 RE B A AT e 2 AD
J&, (5 H AT AR MERE AT AD A /1N 5 40 i 355 Ak
IR 30 J2 R AP P 10 LA B/ NS B 40 L A2 AD A
[] B B A 4 (B R R S R0 . X AD Hr /NI B
A0 AT R S A TR X AD % ML RN A
PEFEAYBRAR, LUETT A& ] IARYE AD B i HEE B
BB PR, XS 51 P SU AD S B
Jei A B P 22 048 B2 5 0] AD R G s A0 i ) T T
P LLE S AD JEE . T AN S AD
LR AR BRI DGR
2.1 IERAmies Ap

AP H1 y-73 1 T A B-o3 WA I e Ao U ) S AT
695~770 /> & R 1 IE B A AT A & H (amyloid
precursor protein, APP) #k45, AR HYA [A]4< B Bt gk T
ANTA) 1 3 WA Tl XF APP (1% 1 A7 5 LA K A1 Jok il %of
AB BRI S B, IR TT LA A 37~49 DS HEIR
FRILH) AR, Forf ARy, BEVEHR". AP BR T 40
SMRR, WHE S Z M A 2R &, Jo R
AN . — D7 T, /NBE A e T DA e R T A2
PR AR I P94k, Bl CD33 ISR 41 i fih & 32

& 2( triggering receptor expressed on myeloid cells
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L, A5 VRN T AR M T 2R TR BT 605

2, TREM2), —EEff58 %] CD33 Fil TREM2 521
/N BT AR M A W AR B TS TR, iR CD33 Al TREM2
Iy 2 PR A TEPERY AP BEBR TR B ek 20 11 4
i, ] CD33 8% TREM2 1] fE £ 10554 /NI i
YNATE R AR BE SRR, 55—, AR il S
G PRy JEL A, 4 B AH AR R T80 422 52 e /0N e I 240 L %
AB BITE M. I H ALY L EH M 6(peroxiredoxin 6,
Prdx6) [ 2 35 {1 i 22 TV I I 40 55 48 3 4% 2 1Y
AR BEH I 2 BB, A1 B 5 B S Bl 10 7 st /N e
Jo A AL A 3G 0, TR IR P AR BRERR 671 £, 3 36
A /N S5 20 B T DA Bl SRR B I Al i el 5 | S
HE—2 X AB BEHIN T, 76/, Prdx6 H4%
TRBIIG S FEAIK AR BEHR ] ] LT 15 S5 A Ak A /D
20 R 0 5 A ROSE, AT 1 AR T RRURI o 28 24 it A
PEUY, AD RHEER Z AP R R I AR, AHAE A T AR
R, 4RBE AN ATP 375 P2XTR LA REEK-1
(presenilin-1, PST) MR fb 578 S50 23 5 LI WA 1)
FRAL DI BE R A, FERYT S AR BN 40 e N
fEJE M AN T RE, S8 Ca¥ (5 53 I A 1A, B3R
VAR T2 2510 ATP i (VATPase), S 2UABHA
JE PRI BE AL, (o A5 b A A 10 ol AR 7K 6 11 35 PR AR 1
B, FEOR MR AN RE, a2
it AD i HE, Hao S5 B3 1944 T AR /NI
O 210 L 1) & DA % 3B o 184 58 /) o 4 L Tl A 1)
AR UE AR W BR, TR HE AD /N BOAHNK & .
K22, WS 3 BN S A A AD VTR 6 YT R
R VR N R T A A > AB TR AT T AD
SR A BAEH, BRAMIRE AR KA N AD $#2
BERTHITRTT AW
22 DRAMES tau KB

tau 25 [ HH O A DG B 1 (MAPT) 6 P 4 i
A, SRR Z — ZE A EEAE
T N AT, FERINRR B AFAE T 00 2T
YRR, AR E AR TP R . tau 2R
67 BT 4R 28 N ER IR, B B IR RN A
P i 0 N Bt B 1 S PV e = U B e
(hnid BEREIR L) AR L S5 S 45 G e )1, 3
S B A BRI R A tau 2> T b, FERRZIT
BRI LR, B 2T g as N PR 1A, B
TP IC RS R G, Pl FE MG ITZ B 2 ML i,
SR ITTIIRETER, I T3 AD kR,

H HTiF5E & BE tau 25 1 0] AR 2SO RS 40 A
A, Bl IN I3 4 I AL, e 24 TT RE S 00 1 A /N

A TG AL, XA AT tau & FLIE— B LR
Jel B IE W A0, 20 AD R SE M /NI o 4 i
W tau 25 1, (HANRESE A2 B, 23300 NLRP3 &
PE/MA T HE I AE R 5, [FII RS tau 25 11, 3F
— BT tau FE B AR tau EESH
ZELEVE N AD BRI B, 5 E RN A TR )
I, AP BEVAFTERS OL T i AD [ tau 1Y
HORIAHIRE 71 R &™), Pascoal 20 [ HfF 77 45 3 2
T AP L AESG 52 /NI o 40 M3 AL S B tau 2R 9
e FRl, et tau B G BRAG I TBL, Wik
¥R tau 25 1, ZEI R FT 0 Hh s 3G 58 00 /NI BT 40
AT R, BERS 22 M AD g BRERER, R kst
BEXT tau £ 1A YT 25 LUIRE /N 0T 40 B, A 4
AD #EJRH AL T — D EHEZ AT
23 MR mALL A 2 KR

FRRX o 22 P 2R G0 o A 28 SE S I KA
DA SRR AN 495, DRI AR A A 28 200 L R 45 A A
TIRE, [ i 435 KMk S SR IE . 78 AD g B,
G AR T tau B 1 AETE 23 OIS /NS BT 4 A, A2
PGS AT R, JERE OB N T Mg 1, =
ERIEFONH . KEMFEAEREW], RAE 2L 2
PRE A EER R . AD ELHNR BT A AL T
WO R S, Tl 3 2 Fhd 40 RAGE, P2X7, NF-
kB. p38MAPK. Akt/mTOR. cGAS-STING, caspase.
—SAALE A COX AFIRAEIT S ISAEGIR S >, 5|
AL R AR 8 1 10 4 L R 1 R TN 4o 22 R E, 3K
JINISE T 240 D A 28 DI RE 2R A8 LA Kl 22 T A T, HE S
AD i BN Wk JiE o I Ah, B9 k30 AR P
AR Wy T LU A B W R — R — I il 52 )
A2 S AE , WA ) J 4% A 1D 2 ( short-chain fatty
acids , SCFAs )il i FRARMRER (monocarboxylate, MCT)
FIERHEX PR TR ER (sodium-coupled monocarboxylate
transporters, SCMT) %12 & 1521 BBB & 14, 2
SMARIED . BZ, RIEE T AD h HA G A
VER, 22 7h J& 0 18 % =22 18] A7 J3 4, 00 i) /)N e Jo 4
J b 22 RAE LU B AR W Bt s BB 2l AR
T bR AT 4 A AR 22 R AP VR, DRI B0 SRAE VA 1Y
A AR A 28 JRE R T T AD g LR
SR — AR RE B TT 1]
24 MRS R KA

R e —A>BE B g BEARUE RO 8, i AR
H 2% BYRIKANHFER BB 20%" . /MK
AR Ay i A 1) 28 58 5K, 1) 22032 Sl A i oA 1Y) 5
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WAL, W EHAER R MR R 4R 1 B R
] 7 BB A /0N i JoT 4 B e £ At 0 A 3 R A,
AD i PR BRI DAREA T | DX S e AR
o SR O OB AL, T SO AR FH R RIS
/NI 4R A D RE A R . 7E AB X tau 25 1Y)
T, — 7 /DN B T3 20 i f 2 b AR D RE B A5, H
PRAR AR T A5 I 2 A ORI B g e A 2505
— 7 THT /DN I 240 A i 35 00 R P 0, /) S5 24
AR H B AR A B0 T A T AR T A 1 2 A3 I, W T e
PP EL 0T 2 T B R IR ROS KA i 3K 5
FALNIL, = RBRAEIR (tricarboxylic acid cycle, TCA)
PEER RN ATP PAERCRACT, FLRRAR R AL &
S I DXL 1) 7 A R, /DN I 240 g o A B
L, S BOL A R4 e U HO= A WA BRAIC, X
BEPE AP/tau 8 I FRAE T B Z T R, 5P 290
gz o, Wi AD R 1tAh, AD
rH R 2 WA QI RE T 19 55 4k S — 20 5 R ik 9 1 3
e RS AT O A A G P e A 1 Y, g o

R, IR A L R FLRR AT e s R 2
BRI, B2, 7E AD (PR, Ap/tau 51
SRR B RN B A5 M 2 /0 B I 40 1) 928
e, PRy /N 5 40 B A s ARk &2 /N o 44
S e DI Re IE # 1k, J2 0 AD 9 3LE R 1 nT 17
T

3 HENERNRREETH AD MRt R

/NI TRANEE E S S AR I L AR
LS AT A543 1 A, (B[] R A A 0 S S i b 2
RAE, FPERE T WA ME LU B AB TN RERRAT, 1X
SE 2B AD HRN T E R Y OCHE P 2, DR N
JI2 5T 4 BT 950 AD 32 Ji A 5 3 AR v AR X I
S PR AR A 10 (A&l 1) .
3.1 BAARNF IR am Rt AB 49185

AD Ji R & 7%, T 2L4F AR /E b AD 1Y SRS
s B R AR R PR 2 SR, BT AB IRYTAE
Wik AR BEHLE 1Y) AD B/ AL A

AR taus ADKHL ¢

B 1 R/ N AR T T AD B R iR AR s

HMIA; 00 AifH T {

D vt A grmak T R — e

A: Bl T/ N B AN AB (9TR5]; B: 5/ N B 41 A9 2R (A TREM2) 2 #E - W AR AB R9RE 15 C: W/ MR B4l M s ARk A2 A
T AP/tau 2 H B HEAAR; D: 100 /N BRI A4 28 AR DA 2454055 B IR/ N B M Y RERL UGB AR IR A2 LI RE, e+ B h AR kY

TR NRD . R IERR AU, PR /B B A ML IE 3 D e

ROS: {14 NLRP3: #H/MA; IL-1B: FHARMIS Z-1; DAP12: DNAX {H4L#E 1 12; TREM2: $EEEA Ll & 52 14 2
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L, A5 VRN T AR M T 2R TR BT 607

1CT7 RS S 3 A AB S ieyT ik, 3l fuis
I7 ik (R 1 ) AR B Bl S iy 7 ik (B ik ) B 2 vk
P 207 0 S AT ) A A, B A S o XU ) e 2
AN B IS 20 i 6 i ¢ PR 4 1S i, ELXEE DAAE e AR AN
K S 522, TRt AR 38 1 T R 10 & Je b AR
SPIE T 208 . BRI E AR LRSS &
ANFEIRARAS N AB, U AB B | J 22 Ao R A
& BTE ADRIT W AT BB AAAE — AN RN,
4 bapineuzumab Fl gantenerumab 7 Y7 £ f— %€ it
4 I A5 PR B K i, 3X RT RE S BBB 1Y ik T A G .
Crenezumab A7 f& 512 I XU G I, ik op— L&
AB LA (4 bapineuzumab ) 77 7E I K G A I
JEA SR FRAG A /N B4 i F 33k 2 F
155 3151 32 {A (pattern recognition receptors, PRRs),
AB "] 5 ZFh PRRs A HAE I 5 HHTE Y, e oh
/NG J5 240 A, 25 3 3k AL AR BURR 1 5 3B I Piezol
B AP A5 BEHEA T RO OETT . BUR-AB 45
—EFERE b ] U /N BT A B T AR AR AT =
PUR-AB 455 Ja 2 Fe-y A28 /N 5 5t 40 JfL 11 51
FF R/ B A X AR B N TR RIS bR, LR S
1) AP VE BR 2R/ INB B 20 B R A AR aek A% v A i
B3, IFHE R /N BT A I A AR DIRERY . L AT
A0 AB I BRIE AT RE 5 BN G AR RZRAEL
KAt A ByAhE L ia i A P, BRI AB Bt
PR 22 e T AT U] AB SR LA R T EAL AR, H S
AR AL G IR, RIS [W] B 7 R g 1 A
I PRTT 2, AR, £ 5% AD HIHE Sl e E AT
fEad A JUAE B BARIUS R, (ARSRFEAE IR 21
fife PR ) 8, L BT xE L ik BBB A i 7] &,
PUAATE i N AE AL AS BB, anAeps oS0 n) AB 2
PEZEAE SR i BUARRE S v LA S anfaf {2 2 AB/AB-
UK 2 G YRR S, TT A ORG240 1) 4
RIRTT BT R AR A TR R I ]
3.2 AR e R ALK IR 3T AP Bk e
ZINJIRE T3 248 i i PN vy B T SR 1 ) AR L, B8 )
T AN [) P SRR PR 25 D04 BN [R) D e R 28, Anfid 42 1Y
M1 R GHR A M2 R AL, (H AD JEE T i B 1 e
B N5 M R AETT SO 2 M 284507 . AP,
ST I — T B R S R /N S T 4 P T
B, 75 AD R EES 55 AB SNEE, BRI AH
/NN, FE AD Y, . AR SRR tau B
RS R R AR 2 BLA5 T 50 58 /N B Jo 248 L )
M1 Ti4k, SECNE AR AL, AD hififs

/NS 5 240 R TR A PR R 5 4 A R AT/ NG I 4
A 96 Fe A Bl 1 i fE A IR AUIF 9 1. Ren 261
BT T —FP R A [ 40 K i (TPP-MoS,QDs ) il it
B/ NS FRARB AL 26 M1 FHIEAL R TR M2 A
MRl 2T, AR AR AR T2 B
PE, I s AD /NN IC B R HRFE . Liu
ZRE Y- G BT T — R R 5
(APBP), APBP i it 5 /Mig B 2 i | RAGE 454,
BRI PERK p-Nrf2 #4096 Nrf2 {5538 B30 i 258
JNE, 5 gk /N IO A L 3 B T AL NG S0E AR 1R W,
Witk AD /NRAGIHIFNCAZ RS . BE4h, TREM2 f&
BT AD JRUSS: 58 PR ] 4505 /0 52 I 40 i 8 78 f T L
WFFEHE S . Lee Z™ [ BF 58 £ W TREM2 7] LU 5
AB &5A, A IS T IERY TREM2/DAPI2 {5 % il
%, 175 /NS BT A0 M AR AL R AB [, TREM2 i
Z 51K AB THBRFFFALLL K AR 155/ NI BT 2
MERS | HEFE A T R W PESS . $ R TREM2
FEPR TR T ARSI S AT AR O 1 5 i 3
AD JRHEFRAIT BN F 2, X SR oE 2 B IR NI
JO A R A 22 B ) SRE AL A 2 A Y
TR AIT] A AD FE . H /NG 4
FAVE BT L 1,
3.3 AR R sk kg 2 T TR AP/tau & G
B

ZINJE I3 A4 BELATE Sy i PN SR B 200 B, XoF S P B
EAHEAEEDRE, (AR B A /N B
JiL F 0 BV ) RE R, JR i 2 AR AR
Hes B AR (1, o SRR IR R 9 12 6T . PRk
i, APP 11 B 247 H 1 —8 5 AB B A Z i
(multivesicular bodies, MVB) 7, MVB 5 i gl &
Jei, MVB [ i P93 0 LA A1 b 4% 11 T X8 ke 3] 4
AN BRI, AR T LS AN AR A BRI 4E
BRI SE A, I TERESN AT TR . AN IBAK
AN IOR R AR LS AR 45515
PR EEMEAS SAE RIEREIR S T YA PER e MG B
I8 R AR ] DAL tau 25 PR3, — TR Y
KI tau B IR gk 25 SRk, B tau §%
FER/IN R A AN AR 1 tau 25 B4 BN
2510 5%, 55 —I 58 & B A 2T R EUX S
ANHER SR, T Lo AR TR A DL R B R A Tilg
WO, gE 2 S EN 2T AET

/INJSE I 240 L 3 2ot AP W AR AL B AB A tau B,
Tl AD g PR AR, PRI 300 A1 0 A A B LA D 2
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£ 1 25 AD HFHAY/ N RN e 2 AT 5
foas RKFE Bl SRR YEFZCR DG
TRPV1 ekl A-SAS(5S4S, AL FTE S 1.SpragueDawley KB 1.3 BEMOE 5 B AR A5 FIA i 2 2 o B [46-47]
2.TRPVIHYCSTBL/6) 5 i f3; 2.5 A W, B4 5 ful o] 34, A%
AP/tauth /K-
CD33  H#ik i S58MERIR I EAEE (RN APPswe/PS1dE9 ADXUSE R, IR AR [48-49]

SHP 1 HISHP2 /& 41 fd Py I il 55
TREM2  TREBREG

SIS 5% FHSLDAPI2AL4 APPswe/PSIAE9

XS ABTFENTBR, FEIRABUTRAIMZ RAE  [45,50]

HIENTES
TLR ek HBIPAMPSFHIDAMPs, #¥0&E T4 %8 TLR79C57BL/6) TLR2Z 5 AR5 R/ RAMIE I T [51-52]
7R (IRF) FINF-x Bl 4% PHZS S RE
P2X7R ik [ BUSIEARC R AEINATPK, 3 ™ "EGFP Z 50E S FROS AR AT, FEIE [53-55]
LA R APPswe/PS1dE9 X ARG, SRR 2 T4, BELUT R LAy
P301S taufh LR
RAGE Kk L B 2R iRse bR 4 0 8 i 5xFAD LA T AR R B R SAH DG A A TS IR 28 [56-57]
mhAPP fi i 2. 5K 51 A BB LA AR [f) I 28 i

AB FI tau 2 09 A% 36 B OC vE o Mk B B AR
2(neutral sphingomyelinase 2, nSMase2 ) /& — i ft
BE W R 2L A i 2 e S 5 AT 1 ) O Bt
VH T B, %] nSMase2 7 LA FH 1k #1306 44 43 34 11
Dinkins 25 % Bl 7E 5xFAD /) LA T GW4869 #1])
il nSMase2 BHWr 747310, TT LA/ i P9 AB B
Bt fg o Asai S & /NS 40 IR R 1Y tau 2R
1AM LU B tau 2R 125 5 15 5 Bl 280,
TSNS B AR T tau 25 HFERSMRIA N
BIEFE . Zhu 2509 % I TREM2 SIRERERT 51 /MR
JoT 24 28 A A 3 A 3 B tau BRI, 51 tau
P DA PR R 2 SR S A 4RI, I P R 4 28
fil D REAICALAT RS2 40, X R W AMIBA G I W] fig 32
AD XU FEF A4S . P2XTR AER—FIAE/ M
JO 240 B K 1 BH 5 1 3 3 - R Aok 2 AP A AR 43105
Ruan %55 % B E1 AR P2XTR 55 100 441 5] 8 2% 10
il 44 PN SR 11 4306 AR /L tau B 1A FR R, Ik
HNHITIRE . DRk, 00 /0N 5 200 L %) S AR5 1k
DA D> Ap/tau £ H B Y HUL #5 B 8% AD il
FITTRL BEAb, 32 IR TESNIAR IS & A9 SN A i 1%
5T DG, A IR I 26 A, B R AR Y
/NI ST A AR AB BB T, (H H i ZM A AR P L B 1
25 AD JHL A AR FHLEN A R — A
3.4 P IR R a R e AT 2 K S R BB AT 2 B4

TE AD Jog FEE & v o P Bl S0 05 22 G2 1Y B0
R 28 R o S5 dlr PRI 2% B G DY e 8 3R 48 1 9%
5 HILAE AD RIFHERE AD R BLHE R, F 22
SAE MR Pk, —Semi i s
JIN S S5 200 A T 1) ol 48 9 E R PR B i 28 T A
AD i B /NI 5T 4 il 72 PAMPs Fl1 DAMPs Hi|

PR 2338 o R A MR A T 5ORE BN D HR A Rk Gy
A3, Horp NLRP3 R/ MBI fe T2 o
NLRP3 30 J5 5 | L I8 T AH S BE S A 8 H (apoptosis-
associated speck-like protein containing a CARD,
ASC) A 4 & R E LT AE AR 1, i — 20 3 B30
B 21 b R A< Bl 1 AT (pro-caspasel ) 24 fif 4
TEAIE X caspase-1, caspase-1 FF— 245 il W il d 22
AR 8 40 M DX 7 TL-1B 1 TL-18 4 A28, 3 42 i P
P 9 R 07 A BIE ST e B/ IN T B 4 R TR Y
ASCEERTT LS AB 254, IFH N AB 55 R AR F
RERMIE B, X 78 T 7N e 5T 4 1 4% 0 3K 2
1) AR R FRFE TN SALHE . Park 551 R BN 124
Y o 0 NLRP3 R /MAH ¢ 8 [ i #ak, 1]
DA FBEAR AN 28 58 A - 15 i /) J¢ o 200 1) 7 1k B
RN AP 2 ITE R, IR 8GE AD /N EROAHIER G
Pan 557" KA T BNLA 25 7] LIS AD /NRBH 28 5
SiE, SRR /N BT A B T 1 AR TE BR, [RIRT s 28
fih v SRR A0, Y SR R 2R P E . Zhang SEUY
HENL T — P A /N S A0 B i oK UK, BT LA Ak
BBB #I [1] /)™ ¢ J5T 4H Jif B ik 5 2R PR A% 1 R (flavin
mononucleotide, FMN) , FMN 2 % & % i 7 [a] 7=
Yy, w] DL ) 2 R Sk Y S B g 2B (lysine-
specific methyltransferase 2B, KMT2B ) i 12 1 il #%
T 2 (riboflavin kinase, RFK) A FE35, M
TNFR1/NF-«B {5 5 i [ 9 5%t 28 R 5E , I oo 3%
AD /NRONHIBEEAS I D) BB JH 2 b i AT 28 1 . L3k
F, PR/ BT AR A R A R IE 2 AD IRYT
H O —
3.5 AT et e B REHE AR A T A
2 AR IR /DN o A4 i B 2 1 B R U, O



5 55 B4 5 ) H

L, A5 VRN T AR M T 2R TR BT 609

/N I 4 L ) T 2 A Q5 /DN I S 240 e A g
TR LI E AD R ER BRI I e, T
T AR R R s, R /DN R S5 4 . W A 1)
SAALBERR AL 5L A AT IE £ 0 o Yang 2602 01111
L) /0N JE T 240 1 72 AR 1 g R A K R Y
(GAFNPs )il i BT Akt/mTOR/HIF-1a 15 53 ¢
/N J5T 4 L e B T A 1) R ALl R Ak 1) 32 Al
k7R, GAFNP 697 1R 52 1w 2 A ) R A G, JF
2 8 /N I T 40 B 1) M2 4k, die 2K R i A 42 R E
K HFEM #2445 . Van Lengerich %7 & 1}
— P EETHEE N ATV: TREM2 FialEIS HUiA, o]
W5 TREM2 (555 5. 78 AD BRI 25 L IR,
ATV: TREM2 5§ it 1§ P4 71N J6¢ o 240 e %) A 1 35 17
LRRDIRE RN A B8 . Shan 287 AF5Y KW, B
5 Z M I AR SrHE A B TR /NI I A ) A SR
P AR it AD ZINER DN I R IR, DA T & #4 p
ZARYPVER o Fairley 457 & Bl R AR 56 47 25 A1
(translocator protein, TSPO) #l 2 J5 5 2 & 4 5% i -
2(hexokinase2, HK2 ) Z%4E B L b7 1A, 75 540 I/t T
FECAF VR RERE AT, BN 0T LUK /N A0 A
TR AT /NG T 40 L ) A W 4

B T AR, /N B A AR i A R A AL
TR A — P 5E . Leng 557 (A 55 3R W
/NS T 240 . K2 410 ) kv I e o 34 o g o 435
1 ATP = A AR S AB T BRIk % AD /N FRBIA A
FEf . TREM2-R47H 28751 AD % A 45 8 v B e
AH I B /DN I 40 i P R P AL BR, X AB BB
AR W PEREARTT . Victor 280 (i T A JR VA S 2
fE T4 MO UESE T #E7 APOE4 /NI B4 i i T-1E
AR RS A2 A T SR R A, RIS /)N e o 240 e
ANHERR JTTE— 2 52 R 1 28 0 18 24 A P R 24 [
B GRS B A B i ke

P He 3, 2 2R i A5 /N B ot 40 ik ) fig A
FRVFLAGA 56 o TR 0 /0N Jie I 240 i 2o 4 ST
i i 3 B 1 W AT A R I Y O Ak R A8 AR R
(NH,)™, #8258 5 “GABA 730" A2 5| 41
PIBEFATR (3G N, 1 — 25 AE R B AR i 2oL 6
HIF-1o. 75 53 40 i 98 5E [ 7 IL-1B =450, eak,
B AR IR 25 AN, SRR R MG
S SRS A D BE A, UE TS S Al A | R
JCHET- AN DI REREAR ™, A WFF & AD ik
149 /0N JSE 5 A4 T s e A e 2 1 A0 1 R PR 2 R
T fi, €0 S T 3 12 B IE — A5 ARy s R

WEIRARVE ) NMDA 2 AR 00t — 20 5 [ XA 1
BEPE, IR PR PR, 3 e e W48 /)N J5 4 i 2
FERR AR k2 52 M /N B A L DD R, A, P
AN A A LR A OGTE . Pan 480 4iR1E T /)N
JU2 J5 440 Jf ) glycolysis/HAK 121a/PKM?2 1E JiZ 1t [7]
B2 TR AD r e 2 B A5 25 L AN /DN e JoT 240 L )
&S AET , /1N J5T A0 FROWE T A 14 165 fin i — 255 3L
T AD P RyFLRRACH AL, MHZ IR AT DL
3% SXFAD /NRAY AR S AHFITARIBREG , X 7m /M
Jo 200 e LR AL AT VRS AD I TEIR T RE A
S, XA TR A5 R B S /N R 20 A ) e
AR AR FTRE IR YT AD A iR i S g, (5
R UL XT /NI T 200 M ) AR R 4R R S 41, R

4 HESRZ

AR, /N AR AD SR IZ OS5
H, DU AD R R AR R A R . /N BT A 3 A
ZMALHIZ 5 AD (R BEGE RS, AT LLIE o 7 5 R A
AB HI tau 5 A 2He R il i 235 B AR A% 38, (HAL 1] BE
P T A W e vy 17T ) 68 2R RN ) 5 fioh 485 44 RN R 280
it AD iRl py K it 3 B, PR 2N
I 5 £ L D) R B 1 5 Ak T LA T B AB BEHRAN
T AH s BRI (AN tau 25 PR B 2 i 40 A
ZIUER) A TR . AWFIELRR T /MR
4+ 10 AD HE B ST OE R, {2 AD e /N i
JRAN AL D BE AR A AR, AT A TR 2 R de i)
R, Q017N 8 Jo 240 A 5 s e aod A v ) S Jo P A
s f st R, 5 RN B0 A B AR 2 o P
7L 1A) S REATL AR, RS %0 D 92 /N I I 200 e 1) £ a8 o
TE R, A BN I 4 5 E At 240 6 1)y R I A
ZLIURY IR, T B0 () Dy RE RS /I S
21 1T A 5 M 2/ S T 200 0 G s 2 R )9
JPAAE . R, PRE/INEE  A B T B A e e R A
T ik PN SR B SO BE R IR YT AD J& —Fh T oA T
SCIRIT I, 30K AD BUYRYT RIS M B 1 ph
2L TCI R 8 2 i 10 2 55 0 P4 el R 1) kg PN e g
YA ST L, BRAR /NS 20 B AE AD SRR R HL
i HEA T IR, X B R TR R B 3T
it AD MR EEIE R, TEACKREEHE AD VAT F-BL.
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