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ABSTRACT: Diabetic—associated cognitive dysfunction (DACD) is one of the common complications of diabetes, and
its pathogenesis is complex. It usually involves multiple pathological links such as insulin resistance, impaired blood—brain
barrier, oxidative stress and inflammatory response, intestinal flora imbalance, as well as B-amyloid protein (AB) deposition
and Tau protein phosphorylation. In recent years, traditional Chinese medicine has demonstrated unique advantages in the
prevention and treatment of DACD due to its characteristics of multiple components and multiple targets. Traditional
Chinese medicine compound prescriptions, single herbs and their active ingredients can comprehensively improve DACD
through multiple mechanisms such as reducing inflammation, improving blood—brain barrier function and regulating neural
function. This article summarizes the pathogenesis of DACD and elaborates in detail on the research progress of traditional
Chinese medicine in improving DACD over the past two decades, providing important theoretical support for clinical
application.
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nitive dysfunction, DACD )M DR B I e 2 — , BF
FE SR B DR B3 S B T R B %) ARG e v
SR ABERY 1.25~1.91 5. DACD Al RAFAF 32
RINIE T FIW 5 I BERT , 5 > B8 01 T % JF £
W G 0 445 ) i A, 32 B 3R R U RN KM B2 )2, Roy
SO SE R I, 2 BUBE PR (type 2 diabetes mellitus,
T2DM ) B35 R s A 8 R R AR 1) X Sl AE 7
it , (1 £ B A0 A 4 e

PRI I 22 T THDW R A B e 1 i 403 , ¥
KA R 2R B R 25 6 2R ( Alzheimer’s disease, AD)
MR S RS I E ", B HHT DACD k&
WAL A 2 H . HETH T SE DACD 259
FEE S BRI R BURR E2  RE  RE
JE 20— HSURTRT L2 e 1 o] e s et X 7N
T2 43 TR LA % ) 7655 P — 6 — Tl TR T P 4% e A T A UG I,
WKV 34177 R 44 OB A FH 5 RS 90 T S 6% 3 5 T
ok S AL ARG T W B A2 R y DA A R 5 2R K
LMk DACD, PR 2259 tn 2 2 Wk 57 1A] LA
30 3 000 o) PG T ) 0 MR 2% DACD . 4R 1M, ax 4k
GWAEI IRt R rh Sy R M —E W EEH . —
HOBUNH 25| & B AT , (53 B RS
ek, K R AT BE TP R A X A R B, 1Y
W SCHOTs b A 5] A s 5 | R A i A DL S OK s 2245
WRFF I AT e 25 S & SR HIR 9% 57 S5 A3 SO o 4 EE
Z R M A Z R R L I A 2 T
GEAE A, v 24 B 0 M o A B DACD D5 i B A
WEITR W, AR B TELEAR T 20 422k DACD 1Y
KA LB R 2584035 DACD Foe itk e
1 WERRIRINFN Ih B8 FE RS B9 & A HL
1.1 M8 &3 (insulin resistance,IR) JHEE 2
NN I — B R, BB AR5 UM RR , PR HLAAAR
WA BRI Z AN, 1 5 28 0 HAA i R ek, ol
VL3 3 55 2% A 1R 5 2205 538 I, AE R o A 2
2] ACAZANGE fh v] BE 1 AR 22 Bl U A AR
JBR 5 28 SOLAZ AR Z o0 A Tl Hy PR R i A S
TN BESE DA 5 A e 22 DX 3, 1 8 X3 1) o 22 K]
J 5 R AZ AR B A BN Z B, SR, MBS R
FEIRBEARHS , XA RAP AL 2 8%, B LT T ResZ
o4, FEI AT RES | A AN T AR A2

7E T2DM H, IR B ol SR 2H 400 iR 5 AR
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PR BB REAR, FE ARSI 2, X AT
A RE 2 2R A E IR 2 IC B TP AR R Y A2 45 LA KA
FVR 25 I i Sedzikowska ZEMWFSY & 8L, i IR
A AR R, I EURIS AB42 A= /LA Tau 2
FIBEIR AL , 3% 2648 1 Sl o 2 0 bR D) BE A
HITIREFICIZ o BEAM TR IR 23 WA 2 23 5% ol il
PR 2 A AR 2235 3R T, AT 002 i 2 21 ) ol
2o PRI RE AR ) S5 | HE I S BON R T REFE A
1.2 ffs B2 IR (blood—brain barrier,
BBB ) (1 P B2 4 R JE 8 ) 200 i AR I e ok 4 i 2
T, 2 HRX B 28 2R e Y T AR AP A R, T AR R
NEREE RURRAE o SR BRS 5 | 1) e LW S A
WORIIE PR AR AT 23 5T BBB 4514 14 56 ¢ 1 Fl e i Dy e ik
JRCRBIRIT, AR5 ST, FEoMl o /N B, DB S i
B U 2l 2 8L B FITC -5 SR & & 0 2 38, 7]
i}, 445 BBB DI AEAY OCHE S K 11 Z0~1 1 Oc-—
cludin FZRIASZ ) 256, XKW BBB B5E 4
PEZF] T #1% . BBB BYBIA BN 2 AN hg
B ik 1) LS A R ™, AR R B, A A P IR
175;%(streptozotoein,STZ)iﬁ%%*ﬁﬁ(ﬁjﬁ B A A
Hh, R BRI 20 21 rh S E PR K7 1 i 23 i SR BBB
SERNE, EMT R EOCIC T TR, S5 BT R B A ER
o BRI S 5 TP 1Y TG AMB B4 i 3, [m] i S5 %%
AL LR BBB S8 M B IR, i {45
W BRI R B IR BE ) 32 B 45 2

1.3 RAbmsts Kma AU AR IR N AE
FIEPE4 (reactive oxygen species, ROS) F1i% 4 &
(reactive nitrogen species, RNS )# i WA LA (L RE
71, e A O —FRAS . T2DM 5 1
e v AR AR I S i S5 R 2 78 R A IR S i A
AN, B A B A E U™ SAE R T RERS IR
BBB HY5EHREE , T A 2R i 28356 o A P P 22
F2: KT (brain—derived neurotrophic factor, BDNF) &
TG, AT T 4 28 TT DI RE L 328 10 5 S0 S R 1 2 >
HHCALRERTS, A HFFE R BRI B KA T
MOBEAR S, 25 fet 1A oA e S AR BE AL 247 ) (advanced
glycation end—products, AGEs) S N KRR,
[ A2 R Bz T . AGEs 5 HAZ /KA H.4%
A5 AT AN AR, 3R OS JKF BT,
FEA e 48 i PR - B A AE PR BRI L DT — 2 )
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Zo/IN AR < R 25 B PR DA D) RE R A 1R F

SRE SN VA AR, 5 R NN RE RS

1.4 piE W AF KR Tl B R R R FE B 1 N B
YRS AT BE R A T R AR . ARk
RS AR IE % B9 T2DM B A b, DACD B
T AR ) SR = A A I AR B T R SR
J& 2 P T R TR UK B R AR S A T, B
WA SR 1) B 1 TR 254 BH S AN ) sk 38 i 1 TR
RKIATT RS DACD W& A FLk R EDIMI oG . il
TF 3 2o ol A 9 — M — W e 52 05 K Bk ) A9 58 3, Silva
SO R I, P T AR i R R T 5 M PN
WA A 1 ) 32 MARE B T R 2 R 1 4y
Wh X SRR 4338 S AR P B S o 2 3 I [R] 4% )
KI5, INIMTSE e A p 22 R D RE . ik
Hb R R BRI S B Ve R FE R 7 AR R AR
B K, Wu FEFSE K B, JC 1 UE R FE AR R B
(amyloid precursor protein, APP) #% 3[R /] B A i
AR TERFEER A B AL S el /L Y T E A
i AR /N A AR A B T, RT3
AB VTR XA D) BE 1 51 5

1.5 AR TARAe Tau K @A AB YL Tau
FI @R fb /2 DACD W E ZHR B IEZ —. AR & H
APP 255 B3 MAEFI y—43 D Bl V)1 I 7= A 14 /N K

S B, ARG P R RAERT, S TE e A B X
SO BEH AT DU P2 RAE R AN R R s bk i
MG LIE®, Tau HHE—FMESSEN, AT
DL 35 1 28 70 240 i b U R As e M L (R e o B
T, Tau 2 i BERERR AL R 5| & 22 IR T PR 1 B
B BRAR Az —121, WF5E A I, db/db /N BRI H 20
LR BT AR 1 RFLL K Tau & A B R AL, 7]
Y i S A I SORT Al 2 ST A YR T, 3 S B AR 1L
FECTINAIYI ARG . BLAN  FEAHDCIRIT IR iR &
R, 5K B AT LA kb AR40 FiT AR42 (TR E
7 A28 /0N B A 255 ) 2 20 R 53] e k015 5 B0 A & 24
SCR-1693 A Ll iz B AR 40 M Tau 25 18 R 1L K-
AR PRI K BRUPE Morris 7K 2K 23t v (1 27 3 i
e RS,
2 HPAMEERFIAAIEERFNARER

TE DACD Ml RIAYT 6 259 an — F SUIR
BB R 24 22 23 R 5 R B A8 2 A N T B e A 1) % 2E
A JR | (5K 26 25 W/ A 05— FLAFE B R R
RN, tHILZ T, i BA 28N ZiRE 5N,
FLAFFE 2B, Hp 24 B HL WG PR i 40 78 2l 3% DACD Jy il
BAREWT1. % W25 )7 8% DACD 7 LA
W1,

F1 HHEFYEDACD ERILER

T v il B A L
abydb 1%t 1. 415 JAK2/STAT3 {5 53 % ;
AL . JNELT2DM fGHI= 2.4 g/kg 2. WD RIEHF(1L-6  TNF- ) I BRI ;
o PR ‘;ﬁm BRI 48 o/kg 3. W AB VLR
- 4. P58 ol T YR | DR W 25 T REAR G
A B Y STZ ARG (LR gy TV TAKDISTATS £ 0 B
LRk PR HE, REBSAR :8.6 g/kb 2. FEAIEIE D XA 46 B T (TNF—-a IL—6) 7K F: 5
AR~ S T2DM K PRI ERE S i CAT X MR TTA M SE R
N NONEREN S S IG5 :5.55 g/kg 1. 4] ERK/INK/p38 MAPK {5553 % ) 3807 5
5
WEW B LEE ﬁﬁ; WAL ghg 2. W AR VLA
it TKiE - BRI 222 g/kg 3. ORGSR T IAE AR 2 T A AL
B ot bbb R e S ke L B HIF L £ T R IR R
HE*}‘%/:?% LV NEBD VA 1ot ‘;REF E—?L NTT 1 2.0 g/Kg . ala 1; =] L KT
AR R Lfg’;a *;;;‘ BIRURE:S.0 ofke 2. WM 2SR 07, HE B W2 40 LA 52
£ e NS L & VA
KB o R RS0 T
WANERIT A PR T KELT2DM 173 gkg e
.Y B : G|
GE o B 306 gy RBHINELE  FISERIEIR (2 AR L)

FRE, LIHEEER R (2 AB W FR)FIE
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2.1 WHEH
2,11 A& SR IUORUE TR A T 2 1 £

(o R 3 ),y 9 322 R PR AR 19 A b 24 2 i, LA 2 3
DB E IR, B T 0 B AT K
MR OB OB EAEIR . Nie PR db/db [ & PEAE
PRI /N ERBEAY 25 TG 5 A (2.4 g/kg 4.8 glkg)
RRAESEE T8 JH. 45 E/R, 38R I E L
W T/NRIAT R B AR L g b /N Bz
SR B EWIN, AR T E S0 R UL TERT)
PRTEUN I, /0 B TR0 8 B8 2 v & 80% L
o FEAKREIER A /N R b aRE 0 (R Ut 3 i e =
20 s ZEA K TG )R /AN R RS BR I 15
I ) d A 2 20 s DA Lo ifE— 2B HLHIRF I R, A8
ZRALTT LIE 1 10 ] JAK2/STAT3 {553 i, V5% /NI
o 0 0 14 S5 3 P DA B A 28 S E I [ s 2> A
eV X AR BRI DU, (E 1K 2 2 fis T 98 1 e ek 3%
PRI RERII

2.1.2 bR EAEORBIAR TR S A Y 22
PRI RIE T CGRiEa 1), A A S B 40T
FHAR H & R R 7 WAL, A M R
I Ak 2 1 B8, BRI R 1T LR TR Y7 BT R 2%
Ve BRE LIS M AR R o X8 P BABSR /N7 i STZ
B E NG B T M 8 T2DM A S D RE s 10 |, I
PR (4.3 g/kg 8.6 g/kg) LARIKIES: T il 4
JEl. 25 R B BRI KB 23 (8] 2% 2 FCAZ RE ™
A2, B Morris 7K B kbR AL K & 49.42 s,
M4 LMk T HUE KB EFREEREE
8.55 s MUMEAKTVFAE, KA HIRZ R H
B (B BN, 25 RHCAZRE I . BV B 2% o b
T, AR T LA A K B S CAT KA 20T
SEFg o, BRI N e /MR H o 25
Sy FHLRIBFGE & B, L AR GE ] JAK2/STAT3 15
5 IE IR A , B A H XA 48 I F TNF-a IL-6 [
JKE, [EIF 8 TL-10 A1 BDNF 254847 1A 22k 9k
3% DACD,

213 MWER R IERKE A AT 28
WA R RZ BT FF & W BURiR 2286 07, th A S ]
T RE FES A E IR 7 BR2G A, 2
A AN B EENG R I T I %5 A ) D I R 322
FIRIT NI D) BERR AR A PR o Tian S5V ] STZ
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Vit SD K A IR EY IR 45 T8 b o
FIHE(5.55 g/kg 11.1 g/kg 22.2 gfkg ) A A i 14 4 1
12 B, WFgEgs R Wos , 75 Morris 7K 2K B IR0 26
6 d, B 4] K B ke AR R 3 40 s 240, iz
S pE L, R AT AR 0 TR 1 e R
HIETHUS, KBRS R B RS 13 s &£
A IR AR B B DA 8 S i HAE E AR PR Y
{5 BA B ], A ke TR BT RE R A . iF—2P
ML R B, i &2 558 S ] ERK/JNK/p38 MAPK
1550 B I 0S , T M APP & p-Tau & I35, i
DK BUR AR FIAN E L 20 AR BIDTRR, WA S0 %
it 25 0 AU A A A3 e 2 M v A | 0 T A R B
DACD.

214 HBEART MEORSIAHIE A R 5K i
ST E G FER), b R B HA PR A H A
5 BRZGL R, ELAT Besim 2% 15 BAE I 0 T, i R
TSP RG JAZ%5 . Qin 25090 i3+ 7 T2DM A
T RERE R AL, 435 DM i & (2.5 g/kg .5 grkg)
oA ARSI E B T 10 AL WS R, B R R
B2)E , /NRAE Morris 7K 5 0 kTR R BN 62 s
FeAi AR 40 s AiAy, Hoas Sl o 1 3
TN RN D RE B i A5 B Bl 38 . B gl 2R
RI, MeAZ S 38 1 B 1) R B ) o 2 2 i
DA 1 28 T A M) 3 S R R A B (R4 S i 28
TAMAER . LA R, B R %8
TS HIF Lo {5530 8%, 02 I BRI AR A, 1822
P2 T 202, T DACD,

215 #ANEWA WAMERIITRIE T REE R
REFENCREE), RTETEAIHIRNIE F T, W
ANZ gy RE AR AR GET A B EE
HE SR 2520 B, HAT AR R AR LI DAL,
G R TIRIT I8 M B R EEN . Bi & NPHEIZ 7/
FOMAT P2 LR 3 IR T e B, IR
JH ZDF A & T2DM KRB, 23 5 45 Ak b O
FIH (8.7 g/kg 17.3 glkg 34.6 g/kg) ik KI5 B 7% 4M A
BT 7010 J& o 25 R0, ol RS i G4 g 1 7 fig
W% B 2 GE R BRI I RE B i . 7F Morris 7K 2K B
o, R B kR R B 2 AR % 10 s 240, HAEH
PG B 4455 R B ) o . iF— 2B LIRS R BN,
U R Y 0 4 I BH R 0% 3 e SUEE ML % DACD
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Zo/IN AR < R 25 B PR DA D) RE R A 1A F 7

— 71, %07 FE R G KBNS AR AR s
FNE BRAR DG B 163k, 2% BBB 4540 S8Rk, AT
WD AR FE TP AX RN AN L LR LR 55— T, B
K5 I 5 A G B 7 BE A S AL R AR AR Y 2R Bk
B FE, IR AR IEBR M EE KA B F R,
EERAER . B DL EPIFLE] 0 PR EAE R AR
F|pk 3% DACD HIVEH] .

22 kP AR

221 FEE ATE S AR E S (Falopia
multiflora( Thunb. )Harald. ) i) T HUAR | HA 8 K
JEE T A kb g R NSRRI A DS, AR
AT B 5 HAG (e R 2 A i AR K s SR A I S
Yidt SR BIVE ] o Xu ZEC9BIFSE 4 R AT 1 1% S H:
F2 B M A3 R B R BB T O PR R B A
AIThRERERS . WFoE st STZ 5 S T IR G SD
K EUBERL, FE KA B Db, o] 1 2 25 25 40 K B ik
WA BEAEE 20 s LN 78 Y B h,
KR AHTE B UE S S RN & 8 WA AT s R0 355
g, KRB HEA TG R OB S R N & 7 IR A
i o MLRIBIFFE A B, Ao 1 3@ 3 4 i) HDA C4/JNKGH %
TG, WA S n T, IR R
DACD,

222 RHIREBRY  FHRTRR(Urtica dioica L.)
SRR — R, 8 R DL A2 B R XUGE
2 SV IR DAk, I PR TR T RO /ML
PEXEFBR . Rahmati SECWFIE & B, 574K SRR H2 1L
YrRens i 25 oot B PR K BRI D e et . ARt
TR STZ 175 W5 R K BRAAL , 77Kk B ik
T PR 5 A BRI 0k Bk Ve PRIV (B B AR A 10 s A2 L TE
H b5 G2 BR 0 452 B4 ip 1) S 8 1 i =2 20 s LA b, HAEH
PR BRI ZE B B E N % 10 DAL HLHIIEY
RIS RS R B8 R S i R A2 A
[F T = 2 RN S R i - NN S PN o s e
PR, v By Y 4 5 FR KPR S B 0E K 5 R B
o T DX SR B KT BRI Y 8 45 g o it 4 Ak
PRI R IR VR S A R 5 5 I A B T LRI
PRS- TL-6 BY7K -, G2 i b 28 5 , Il 20 4 i
Too 25 b, SRS BRI U 3 ) A IR I 3R U
VR SR I U R R AR 2 S 3 T TR PR RIVE L A AR
3% DACD,

223 EEASBERY HWENETRHMEY S E K
(Astragalus membranaceus(Fisch.) Bge. var. mongho-
licus(Bge.) Hsiao.) B IE 8 1 (A stragalus membran—
aceus (Fisch.)Bge. ) ) T 4AR , HA FMTHFE ([ 36 1k
TR, I PR FIRT PR RS A2 B 28 A58 .
FEH T R AT UM | 03 B T RE RN B L T o
AL Z M2 IVE R . Liu 90 TAlb AR BUS B9
BRI oy B Al AR B 8 [ 2 L1 5> AERP, IT K
PRAE KK B K, AERP 7] LB 25 46 %8 db/db /N B
{1 106 3 TR AR, 5 /DN BUZE EBR 52 BIR f 452 B s 1]
BTN 28 s Zehi o 05T )E KB, AERP Al it
AN PSR, ST HE N TR A5 AT 25 AR = )
(7K, T 2k 5 e /DN BR e IR 25 DA B 21 493
i, 2 E /N DACD,

224 RAFRBY ARE I OE S EHE YR A
(Ginkgo biloba L.) -1, HAE I AL 30 45 1F
iR P TR, I DR FH IR v IKUARSRE o Co I 2879095 56
EGb761 s —Fh A it $2 W) , & 249% 1) 25 48 i F1
6% Vil 1 N T, BA B AL P sg i R g 5 2 D
Z4IER] . Guan EHIHESE & L, EGbT61 7] LI iR
& db/db /NP ZE M )02 B8 ), 78 Y R S
T AR EGh761 A 25 4/INR IS8 B o B T+ 2 24
0.7, 7R i HX/ N 2E 2 eI RE T R T 1. o0 F
HLHIIF ST 7R , EGh761 il i 2% 1 F W Gk 2 1
beclin—1 B3k, 1M NF—kB {5 53 J& (138055 , T
e /IR DACD,

2.3 PHERRS

231 EEX  EERY S HA DR IR s
RS Z R 2 HVE ARk, 1 2090 K 3 i 2%
VI TE 5 DACD J5 i HA W& . WA A
AT & B0, 1 H i 1 # 2 K (quercetin) B A 2L
L /NEUNEI T RE R (VR o AE KK B, 70
mg/kg Ml B2 2 4525 )5 , db/db /N B B SB35 O 7 7
B, R R B A EE 20 s AT, HE HARR
B 4 45 B ) ) S S 3N &2 15 s A o ZE TR )
A, 70 mgrkg it K2 R 452 )5 , db/db /s B 3LU
TR EWRK B2 045, E—L0F90 & B, Mt ik
fig3m i P8 # STRT1/NLRP3 8 %, f2UESIRT1 & 2%
ik, JEBEAIE NLRP3 SRAEAH JC 2R 11 357K F-, AT ek
¥ db/db /N7 2 IC I D) RERE G
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1 quercetin (0]
2 puerarin

HO

9 ligustrazine

8 matrine

E OH
OH OH
o O
HO' MOq %) 079
HO

OH
HO™ (o]

SO O
HO Rodgh o | X
OH HO “OH ~ ZN*.
(o]
_0

6 dioscin

10 tanshinone I A

HO20 OH

: o
HO_A HO O
|
HO:Q\O o
OH

3 baicalin

_/OH

WOH_A_OH
» ~OHO l-b

P

HO' S OH
OH
5 platycodin D
OH o\
o 0

OH
7 berberine
OH N
HO. O
O A o 0o
OH |
11 resveratrol 12 osthole

B 1 PE AR S

TR AR R B, 40.0 o/kg HYIET 1 HP iR 2 4
HEZ (puerarin) B8 I 2 46 % STZ 75 %19 SD KR A7E
KPR B I ) 306 sV R0, 0 R BRUPE FAR G BR 11
5B A B I IN ZE 25 s A2 Ay, o I B A G
INFNTIREBIVE o BLEIBIE ST A 80, B AR 3l ol A
IRS-1/PI3K/AKT i %, '~ IRS-1 (3R3k, [R]IF F ik
PI3K I AKT Ay 325K, BEAIN IR FISSAE S0 , AT
X A BRI R ) R B A S R4 1 T

Zheng M5 & B, B 1 H A 3 #%5T (baica—
lin), ABAE W UCEEIRIE CK KRBT AR FIZs
[EHCIZRE ST o FEKSR BN A, B B S 4 T K
R 11 32k 3kt v R 301 5 ZE BT 2 AR I 8 A DR Uk
BRI 2 75% . HEURBEETST & B, 3
ZAF AT LAY /D B AR DUBLAI Tau 25 1 A9 3 B 9 R
fbo MLHIBFFEFBA , 351 8 1 0% KEAPT-Nif2 {5
S, B Nef2 (2RI Keapl BI7KF-, 0E
MR R N CE B, R AR RIE
AT $i 25 23 DACD.

232 BHX BERY)IZAETSIEY T,
BAYLR PUEAL S R R 55 2 Fh 25 B4R
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FH B T RGBT RAE MBI AU IE I 259 o Jong
NS KB, 1E 2RI AT REI R B 1
4 NS A Re(ginsenoside Re ) [ 4 1Y 2% i
INAIThREEIR AFE L . 18 Y 2K E AP, AS 21T Re
R T/NR IS AT R O A 4 ik F
46.89% ; 1E 4% 2h M1 REI K, A2 2 Re B AEK
TINERHEA I TR TR FE KR B I, NS
BT Re B/ Bk sl v AR D) 4 2 4 0 22 13 s Aoy o i
—ERSE R, NS AT Re 1T INK {5538 1%
DL ARG BE R GE TR, Y i AL BT S AL B N BE T, A
MMk DACD.

Lu 25958 2 80, B 1 A S A5 A D (platy—
codin D)HGEE T /NG 24 2T iEA2ThfE o AR 7KK B
RS R AT D RS T T2DM /N B 2k kv £R:
9, I8 /N BUEE B ARG BRAS BA 9 sf ] S 35 A 22 30 s
Fidi o LRI ZE R RS MR D ARSI R G
Lh CAT X i 28 0 20 M LA K 40 i 5 vp 2 EG /DN i i
i, HLIBESE R U] A D S B0E PI3K/AKT/
GSK3B {5 5 %, {2t GSK3B 1E Ser9 13 s Y i ik
6, I Tau 2 BERERR L, I/ N DACD,
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Zo/IN AR < R 25 B PR DA D) RE R A 1A F 7

Rl P BFTE L B, & 1 ) 6 EETR Y (dioscin)
B 2 A R DR K R 23 [R] 2 2 FHEAZBE ) o 78
IR PR BN e 7 S R T A R LA b BV R
G, BRI K R 51.7% 2 FHLRIFTE %
B, 2301 5 45 P2XTR/NLRP3 @ 5%, T
P2X7R HyFEik , 1M NLRP3 J85E/IMA B3 Ak, , 5T [
MRPA T AR SEBE S AR R 11 (ASC) LK W 8 4 [H 7 11—
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