v PHEEERESRE
Chinese Journal of Comparative Medicine
ISSN 1671-7856,CN 11-4822/R

(PHEBREZRE) MEERB

H - CRBESCE 4 B ARG AN ThRE A AL B 72

= AR, L F

WA 2026-02-09

M E R HE:  2026-09-02

g1 g EXERIY, =2 5. SR B2 A B3 RS AN T BE R (R AT 1 F L8 R [0/0L ).

bb A% 2 2% 4% 3. https://link.cnki.net/urlid/11.4822.R.20260902.0943.002

@n(rr@;»m

www.cnki.net

WIS ER: EHmBE LIRS, fafh NS BI RE2 Jr R e R HEUE R BN g 8 R S5
B SHERBAR L E, HEEFATIF B8 FE TR HERGE afe 5 H e fa 4 [ )
TURFE RGN CBIEMZ LB HBUS IR, AT ATE MAREE . &, WM TS, B g % i de
AR 2 HL DU Y CUfh E ) BV s R P B e 1 o S P S8 Al I 2% 1 AR A B e AUAF £ (il
R ERZEB) A1 CITI AR BAE Y A RE s 2 ARWE TR A B . Bl Rl 77 &g
BB TUSCSR R, AR ARANGGAT 9 S AR ABUT s R fh N 2 LA R 15 [ A R 5T i
HURR AR AR, IERAE MG IVEIE 5307 155 87 ANCTRE e TR AL R IR TE S
N ERF ERAI A BRI, SR ERG — 25, AMRBSOESCEH | 1EH . HUE A FRAER A2,
FURTEE T g A HEAT > B0 IE K

HREEIN : 40U TR EE I S (R E2EARIIT] OsfiBoO) By REHARAREL, £ (FE
FARWIH (MZRREO) HARESRE T & LA 5 405 T N 7 — SR i, DL BRI RO 30, A2 BRI
AR BT HI AR SO AT E R . HERROE RS . BN E R . B (o B AR (RIZRRO) A2 B 5l
FIR) FL A SR A R I 4 S R R (ISSN 2096-4188, CN 11-6037/Z), It LAZE 2 3T 1) 099 4% i 9 24 27
RSN IE AR



o LB R Ak

G B0 A B R S U0 D REFR A B ML 1 BIF 7T 3t Fee

XY 12, 22 B 234

(LB EDKRFE M BERMER, BN 450000; 2 AEFEXKFE—IGRESRE, B 450000; 3. AmPEHRKFE—MNE
ERRFE _AX, *BM 450000; 4HFFAEFAEXEFAESMEEIFF L, #BH 450000)
*BEFEE =K (1984—) , &, FEEF, BLESM, ARARE: PAEESHEAHMERFERK. E-mail: lanrui2121@163.com

BWE BESKXAOSRUHERENNE, EFERERZIINFANLAZF LT, CEARELKNEFRERNEIAN
IDRERRES (POCD) BRAFMAERESEERENEXIGALE. CRARRIRAEFREREEIERASG, H
POCD XfeZESTARBEFEFIKAEIZ, FLANEFABHLNNESHARIROEY. AXRFEGRT Tt
HEFREANDANNEESARITHREEE. taBROUCEETESIRRNS, AERRITEITERERIE, 815
MERAERMN., SMNEIRM. BERLE. ALTECFHHE. RN, AXEETHYXENSHRATHEETRER
REGAFRER, FANRKARDEHITRE, LSRRG GREESKIE.

Xl  tERE, TERE, KNEAMIERE, KENE,; BREY

HESES R614; R741; R338 XHERSE A

Research progress on the mechanism of sevoflurane-induced postoperative
cognitive impairment in the elderly
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Abstract  With the acceleration of population aging worldwide, the proportion of elderly patients undergoing surgical
procedures continues to increase. Postoperative cognitive dysfunction (POCD) has become an important clinical challenge
affecting postoperative rehabilitation and quality of life in elderly patients. Sevoflurane, the preferred inhalational anesthetic
in older patients, has a significantly higher POCD risk than intravenous anesthetics such as propofol, making its contribution
to perioperative neurocognitive disorders a subject of ongoing investigation. This review summarizes the epidemiological
characteristics of POCD in older adults and the physicochemical properties and clinical advantages of sevoflurane. It also
explores the potential mechanisms underlying sevoflurane-associated POCD, including neuroinflammation, oxidative stress,
hormonal imbalance, and neuronal pyroptosis. Finally, the review summarizes potential therapeutic targets and recent
advances in pharmacological interventions directed at these mechanistic pathways, and proposes priorities for future research.
This review aims to provide a theoretical basis for clinical prevention and treatment of POCD in older adults.
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R PR SR I PR R o % R ACRE AN T 2 A R AN R TR AR, B4y A 3k AR AR Rl R T E 7
e AP R 25 = 5% POCD, #FBKAREFZS (PIiHEY. A SeFtikoe) Mrhaespthiess, mk
NRRIEZ) CERBE. S, Hse) B8 5 Mok ph 28 SO0 5 AL I, H A - S AT Wi PR 2 FH )
CE BB ARG, O POCD HLHIHEFE % Loxt R 2, H |T-LIm RS £ 84 POCD [ H 4k
T PN 0 R 58 4 e B, DR R IR N PR T L B A B Al . 7 BRI B0 4 /8 POCD R ZE HIBENL
i, RS AP 5T IR, OO FEIRE . BRI & PND AT 78808 U 7 22 ok
R

LB BCEF BH POCD MAAENBI R, REEHEBFRER. TR S R LY 2 851 1) [F
TERMEE R, Horb, RN RIS KM ER R R, SR RIRES S B B 545 53 F A O W
Gy I 0T AR QI 5 AN R AR 2 SORE SN A NI R AR A R (B R KT
)« MATTET . RN TEGE . R S B DO S 2 i R LA B AR B AR, 5 LR
BEERME RN, XFERE) POCD KAEKERS. AL EERG R LR ECE F B
POCD ({47 ML, AR EE ST L IR ATL AR (0 78 1 0O il S A S 400 i 7RI 7 3k i

1 tREBHMEEES POCD NRTRFSIESIEFRE S

1.1 RATIRZHE

ZH B POCD 2 HAEL /ML FARE BB AR TR TR, @wRETRERREHE, &
Iy BRERDIR T RSO HEHUE . ZEHEE POCD KIHEN 10%~40%, 3 BT G KK &,
JuHR 65 % LIRS, WFFTIFSZRRRE 25 5 POCD W& BA 25 b 28 22 e ik, b Jol Tk JRR 9% )5 1)
POCD KAEZFN 15%~40%, W35 = T N 0 By i BRI (8%~20%) , M E AR J5 ) POCD X[
(0%~28.3%) B&L T LB, FHEIEMEEGH POCD A% (10%~48.5%) S5-LmBkREET. W75
7~ GOEE R 5 BT e POCD KA %6 Wi 2 i T80 2 S kORI 2, JUHAE O B RS KRF AR5 9
BB, POCD AMVAEKAERE I [A] . 4 I0EEy7 4, 3 50 B R R B FHA oS . B AT AT 98 22k 5E 47
ZAZWIAREAR — . TRA R R 2 E RS, w5 2 5w m AR T -GBS e POCD A g E L.
1.2 fPRYFAE

LRI 1 I PR RN PR R 24, 78 2 4 83 S I 5 510 POCD B AR kit . i
B AH M . ERAF S OIRRR . Z2FEEE (UHE=65 %) S A NEE, H A KR
. F I POCD 2 RAETEARIG 24~72 h N, KRAFMITE S, MERBEHEREM, o8& HTS
filt, ZWGIKZA . MR POCD fEARJE 1~3 MHAMMGAIEINNThRE 5, KA KM, (HFFSLR A
K, oA R E K. BEBE SN POCD B S FARRAEYIMK, BR. %A1
BRBTAR, RERIERNERZ, POCD % A XU FIHE SE I 1] 35 4> 48 fjp (201,

5 H AR BREE 255 b, DA Y S R () 5 405 58 LA e, 1CZ R AS E S TR YA AT e
fit, POCD DAVERE /IR NN T HSGE /A0 Bl RECEAR, B, WA REHISEES T 1
U, POCD KU &4 30%7), LS EEE POCD EIR T8 & Lidis . EE N 5HATIhRE
—RONEE, BAIERERM S M. ICIZEE LU AL SR TN E IR TRRILA
LW F R RS $ATIHREZ M FEOT R M i A 2501 RE D iR 22, AR T
PITA B S FE ORI 24, LHBEEL POCD BIMLHIAR sS7E T HR K 200E ) B W2 28, HORHlE Bk L2l
AR TIAE) BISE B R, T EOCIZAHISREIR B o B 1281,

2 CRBAIAFRIR

2.1 CRBHERFIESIRKRILSE
LR — b AR 2 BE R, AL 224508 FCH2OCH(CRa)2o il FATGETEMR . To I 1
PR . Haf /P RBR (0.65) , BT E IR, W/ ALET (53) , JRIFEAKRE
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Fasg: M BAGIA BORE N 1.7%~2.0%., L4 mkxt RE S G, & A TRAES.

R JF 5, LRERERE (3%~5%) , EELMELHEH, FFEEm/N . H20E R
BLFE R A ARG . R EIE IS CCAILE R, ARG UUEURME) |« PRI A6 S S
BV RAER, JRRergamllba 25808

BT E- AR AR, 20 EE LREET ORI HEE HIE 1.0%~1.5%. JBRIE 74
BFIAI<<3 h, ZT RS A] 23 PRI POCD KUK s 49K % >2.0%a FFEEm) [A]>4 h, #4 RE 5 & It
T 30 % S KU S48 8 BT, POCD & A R 4T 2~3 51141,

BT U EEEARE, LRBEIRKN AT RIE EERRHA. 5T PR RE, J0EH T E
SIEEE, BERAFRER, B0 RA R, MHOIhEEE N, EHTOMmEFRREEES;
ARIE AU, A BN A BE R B AR R B, T MR, RERIRE S T, R EEBEE
Jj 25,161
2.2 CRBMIRRIEE

U JRURETE I PR ORI B 818 2 0%, (H IR A FE Hp T T B AR o 0 4 SRR Bk 22 (1) 0t T AIE
S, LHEEE TS POCD MR AR DIASE, X — i@ o I PR 4 2 iR sk ik 2 — . Lo
fik - E POCD JR[S: 5 7™ B [ BRI 2, e il o P 22 B 1tk 5 LR E AR 2, (FL G STk A1 I RO FH M B o, il
PSR, FtHE POCD MKIGK @ FER Y .. LHEEBTE POCD WAL A EHR %, £HIT
REHEEHAN, WoEHEaEEssE, LB S5 FROMGREE. BFH5EGWams EE
BE S UIA R0, JRIERT A -LREE A O¢ POCD 4 RE65 58 &1 %, ™ 5 3 vl i3k B N R S M A J BB
I8 R K T O R D) R A T, B A 0T ) A R A B R B R R Ak, IR 23 BOAS T I 1) RE A
RB8T, HETAF A RN, LB POCD MR FF AR BRI 3 PG TR PP A5 B 1] 50
ANETIAEE R R ZE S WU T, BRF RO A G ER AL, SRS R 245 4 O oK & FCIE
SRFERESNE POCD HKEEAMEMER RPN, Bk S, GRS E R ME RIE RN #E4TT
BT B OTEM AR (DU 2 S b 2 B o AR (21220 fgildn, B Al A P T RR IR A R0 T S SR
J& S AL ASAT A [ RE 1S R SR AT AR v 4 D) RERR AT, 1T U JRUE 1 A 48 M 5O AT R O P R S
o222 336 J5 4 767 B 1k 4 278 95 BT+ (brain-derived neurotrophic factor, BDNF) ¢ & [ A% Z& 1 1
5‘.‘1[23]0

SRTMT, MART-CREEE POCD MR 58 %005 ¥ AL T3 R 4% 1 AR 58 2 i B o TR S35 -1 Tk 2 4]
[MZ 5 POCD B KA KR ARG AL Ty A6 A AR B 52, DA AR 90E . M nfE T, BE W
P U SN A A A B R AR R A R B IR R, BGFERER A A. A, WARZEHH AT
5 = B - RBEA ¢ POCD H4F LR 1E TB. B, REHIR MR -LREEE 4 5% POCD
H R B AR B AL, R T E A RO TR S iR 9T SRS B A R B R

3 CHEERSZIE POCD K5 FHLH!

L H kS POCD ¥ K& Z /7 H MR E A EHLH], FEAFEMHEIE. AMPE. BERRE. WE
TCA MR AT S R, HAX L ) A7 7 R AR A EAE A .
3.1 HERIE

PR JRETE LR T POCD hit s KB IEH ,, LRSI R AlR M2 ROEM EE FIFR 72
—o ZNWISRIR R, LRIE R B T 1 T R R B A B A SORE S B, AL 32 B R /N s
o7 24H 5 J o 40 L ) 2 BV T O 3 A A A M TR AR I P4 7R LR R I BT RN, MR
IG5 /N I 5 40 B T MR, PEBER% KL T «B (Nuclear Factor kappa-B, NF-xB) 15 5@ g H#EL, 1R
A4l R -1 AN R-6. MIRRIER TF-o 5 RREN IR TR, XERFEAR)E 30 min A
RIYRT ARG 0 1) (25, T Sk — 25 UE S R P8 OSBRI SR Y NF-xB {55 G, 3N iR T
()7 Wh28l, A, LSRR RE DI N R A M TR . TR A AR D AR T, filhn, 4% LA ERALEE 6 h
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AT NF-xB i A2 A /0 i o 410 B 1 248 A 35 -6 Rk 1 nt2el,

L R TR VI /) o 4 L 5 U 1 A R 1 R IE RO K 2 A5 Tl . B NF-xB 3@ b, Notch
S, Toll A SIEM . IREFERIGILE A EE (AMP-activated protein kinase, AMPK) {55 i@
FWMSHIFEAHMMA R-18. AHMAZ=-6. MR IEH -0 S5 T 1 FRIE RS, IX L 5 5E K 1 1)
BN B R RE S, SE g POCD & A 132331, ik w] i o s 5 4 i v 2 (A 1 5
AP TR, WINEE EEAE R, R AT T, R AT BOA R D) REFE G 3456,

BT 2 b, R 2 Fog 2 iRl sh 2 200 N . Bln, Gk T S A e
Bl AR I8 B OS2 ARy BN, S SR R BT A A T A AR SORE AT N B A N BER BT H e i
YTH 25K RE E 1 50U = IR EG 6, HY5R POCD " #REE 2 AEBE; 4/ 3=-17A &
B NF-«xB 8 B 2F - 56 BRI 22 47 K BRI AP 22 2O0E 5 RN F B0 A, #h &8 20 8 1 m) o o) i
ZEPSRE R T /NI IO 24 AT A 9 RN R R ) 2 B R 104

BEAL, SR A R O AT N SOE A, (R TR AT R B R D RS, BEm
fil g AR T2, A RS, LBt aR @ (e v-maf L R AR 4 e e R R [FUE A B (v-maf
musculoaponeurotic fibrosarcoma oncogene homolog B, Mafb) FIXURr T PEBEEREE 14 (dual specificity
phosphatase 14, DUSP14) [H3Rik, | MERI<F S EN M S LT, BAmME, LHlisl R
(R Bt P 22 RORE AN BRI i on, IE Il (ks %0 (reactive oxygen species, ROS) K4
B MR OGS, IR A TR & e R T R AR B .

3.2 |MNES

A SO TR AR AL S B R G R AT R EDRES, OO RHIER ROS I &R .. 24 ROS
A o AR NIE TR R A TE RRAE I, R EERSME AR RS B AR R 5 A
IRy ¥, WRARA S5 IIRE, RAFBONMGEE, MR RET ST, RIENAZEGRE (i
KA AGMD RA “IPRER” , BERM ROS KBRS, [FEf, Z5ER 7 40N &-
6 MR IR F-o 2 5 RSN AL SR R AT 4 R AL SO BRI, T BCERPEIEER, 3
FEHETs, FECRMIIAERERG, NG I R R 25 e FEhfe 40,

KEAEIE LW, S N ORI Z A LB A & POCD (oS BpLH| 2 —0001, FEEERIEK,
2 A e B R B AR KN B S 2 AT, T R D REXTE BRIX B . R S R4
DS N S N e el = R R A YA BB O R SN ik ) 0bei sl 2 1 R 22 S B 2
RIE S EA LN E A IR FIE R, LR HES) L REE AT £ POCD WaEFE, R 51 & 1) 5 fish T g b 15
S NN BRI B B 5 R 54

7 -G R BRI I VE AL Z 0, OB RS R 7 BN A8 TR~ 47 S AH B PR 37 SR 1R 4 i
o —J7TH, GHEBETTINEH B vE R B (S0 B R R SR R S AR R0, S — T, 2R
FBod i g ampr S AL B e 0 KRR ER . B, AMRTEEBEZETOR 2 HAET 2
(nuclear factor erythroid-2-related factor 2, Nrf2) 155 il B 2 K Rg 5 S AL RIHS); i RiA 1
BERE 20 A1 REY) A 5 At 1 B BDNF BT 43 Sl 38 a0 1) 42K B T B8 42 e A e 00 ok 2% fide -G Rk A
FHIMAFENE SN FES . HAL S HEARE T-S# T 2 (T-box transcription factor 2,
Thx2) i PR AIK 22 38 38 ok 410 ) 4000 B2 305 R A0 T2 R HE OR3P A FH B7); Keapl/Nrf2/ARE 38 B 1) W0 fe 410 il
AT A A 1 8)s SRR A IR H IR SR g 1 d i M R T OF 0E Wit 8 i AR fR
EYVAR

WAk, R S A SR S TR R 2R I R G B A M AL R A% N 4%, 1inc01278/miR-134-5p.
miR-132-5p/BDNF LA & PVT1/miR-486-5p %5145 4142 5 1% #L i FE10-620, [H] R, 4EHF N i W DL S
FA N R A () PLCy/CaMKII/IP3R @) « Eif ROS A 1 1 sz R4 E AR 1
FHOG R 1 DAF I SRE 5 R, AR 5 R 08 AT 00000 % - 3l IRk 51 2 1 A 2 40 495 5 DA e i g 163-651,,

g bRk, AR LIRS POCD W% L IREN J1 2 —, TR EEM A R5E 5 & o
AR A . AR £ ROS AT E— P WUE RIEAS S8, 1M RFEI 0E S B S 2 il 4 AL 457
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i, WFM AL, EFEONPHE BT A RREF OGS, A FEOARMIRESN R ES
RIE.
3.3 BIERKE

B AR RLUR B2 e e A ol AR5 )% RGN R YA AR . Rt R, BREZ5 AN
A ROOR B ) T H, AR S WATE N MR . AT AR Z Y, LHREEREes 22 mie s
R B BT R RN R E KT, T LA R P S MR RS AR 166671 X o A Y I R R R R AR ST, B
J& T B SR R ) — 6 4, EA] g AR i S A T . EAE INRIRRZ R 9E, v POCD R4
B55E g HH LA

WER AL RBEEL POCD HEH EEAARIAELL N 7M. (D MEBERARGEMFENTIER. i
S SE R A E ] Tau B (S0 R A RS -38 AR EAE R, LRSS0 Tau & (i R
FR A BN A 168, 7 52 i o 2R PRD R /) BROBE AR v, MU SR PR LR TS S I i, HoZ
VE AR AE BT 1B 7 I A B0 1, $om o mT Be R CR SZ2 R0 2, NI IR T TR LA AL 1 = AR 4R 1690
(2) MERRGNMAIRI DI A 7R PIHR R R T 59 -CaBE s T I 2 MR T S & 2O0E, TRt
NFR RGP A p 2 R AP RN 0T Zhou S 720 — 20 B, SRk JRR I < PR A1 /) BV 55 N MR 3R S0 K
RARMEZRIEE, BEH 2PN 5ie2 e 1. R AL Rx —Hld], KRR IEFAR
5, AREBRFAUY) 6-F2 AR AR B R KPS BRI &, HREMA DR G A 3R 821,
PR VR PEAR B AL ST R A k3, (3) RIFMHAMENS S, SRR ATRE S O
WMHEFARFEHEEM POCD RAERF KM, i, HFH FHBBRET AN CHESEA
(CAMP-response-element-binding protein, CREB) HJifid B4 NI R E H NR2B HIR1E, N T
Jil B F AL K R 7 -B 72 POCD W IARAPPE FHUSY, (4D J7 Jofi i 5 36 7 o B 2= R 52 el o I R AT S 2
W R, RSB ARG 1 RIGR MG KRR KT, SARE 7 d AE1D)BE R AT XK 3G I AH
RS, 534, #h KSR 52 A ) 70 I ] B mT (2 a3k I 5 b 22 T 0 M X 5, JF s 22 AR /N ROR 5 I 2
REDTI,

g ATk, R ISR e 2 LR S POCD S B ML 2 — . 2@ o ph 48 4E
FACRI . R, MEEASZKER, LEZS50MIERIRNT . BER KRB Eh A B AR
TR TG, AT 5 5 A0 B A BEAL SRR AR R, TR R BRI 4%, AR Jo N A&
Ja o
3.4 HETTET

P TCAET R — R X A TS A T I RE e g AE T 2, A DR A A A 2 . 4
P A At R DR B AR 48 DR PRI, 32 Tk A 24 J 8 JORE OB, X — R4 B POCD R AR 1)
KWK K. W FILHRE, METETHREFERSGEZETRSE S ERMEWEREZARER 3/
et K AW 1/98 )2 % D (NLR family pyrin domain-containing 3/ cysteine-aspartic acid protease
1/gasdermin D, NLRP3/Caspase-1/GSDMD) il EIT, il % 1) H oG H#aEsL 5 POCD W&
RV . B, SRS 0 2 o R T I AL, 0 B -G SRR A DX 2 D R A 1)
RIRARYE . TF AR TS g A B R Bl R = 3

EMERGH, LHEGFEMSBTHREEMAS ST, LR T EEEE SR £ £
TORIEMZ BN, [FIRAFTE 2 2670 T8 M ] W ZW B A2, R80T 2 v Lk 5 A T i B
g AR TR ORI RS, B S RTSCITIR A AG SIIE PR AR RRE AL A AE R ) ) AE SR .

LRBEE R T AT R a2 580N, RIERE 5. Zhou SEUEREFTIESE,
LR AT E T ROS 5 NLRP3 % /NMEBGE, 5524/ RES XN A ET: o5k At
— PSS R LR AT 7E /D BUK ARG/ R (BV2) gl DA & AR 1t O s AR T
HAERE ROS KREEM, 1M ROS &R A N- LBt b 2 ] 8 48 NLRP3 JORE/MAE R, A 2 FEAC
ROS /K- FIFHd T, EIEENIE T ROS-NLRP3 JEE/E LR B EUE T FIZON FIEM. tat, Hib
WS 51 E R, /MREA N C MBI FRIEEREIR SR A it 1w i s IR e e 1 %2
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AR T 6 /3 Ras X C3 WIEEERIEY) 1 WU%, & R B ph 2 40 Mo 72 - amE/E FH N R A2 45
To, REST-URE A G RN @S NF«B A SINETIRE, 5IR KRS R6E KA ATh g
Bt , B R 98 0 - T ) P ] 45 5 7 R 79800,

% Sk ORI B RIS B RUBE S S A R . BRI S, % SET S5 1B HE A
HE R T 3L FLF2 8 (SET domain containing 1B, histone-lysine methyltransferase, SETD1B) 1] j# i #2 &
CXCR4 JH 51 [X H3K4me3 & 1fi/K T 158 CXCR4 %ik, #EiMi#l#] NLRP1/Caspase-1 /i 5 i &y 4 22
TCAET, B LRSS AR A N BOA A R RS B, H ] mTOR G VE Sk Ras AHSC/N GTP g
RagA/RagC Kik, W E WL EEE T MR T B, mSA $Ias YTHDFL i#id 9% CREB-
BDNF {5 5@, AR S0as LMk i o R T KON R D Re b ac 831, 4 A 1 U A D0 i i 3 =7
YTHDF3/PRDX3 /1 1/ BN BT AR T2, R AE ST LI BEE PND H R 171 B4,

g b, BARBEFS S RPLERE, RG W T CRBEREM AT BT R T ML, MY
WA T AR TS E - RS POCD H % DA AR, NIRRT R B P TRZG R M T 345 1 72 50
K RN R — 25 BIAIE 1 <S4 L3P 48 ORE -k 22 T B T2 AL B [ 403 05 O A B AR R

4 CEREBEEFERE POCD KIS RZSHIFNINEIF

Bt G IR BRI f5 51 K B POCD,  H RifAHE 78 T4 7~ 22 AN F T AN [R1 B 15 (098 7296 97 #E i Je
AH LA ) o X e 3 A e L S Tk B B0 2 4F B 3 POCD #2411 3 iva o7 B 5 5 1) o
4.1 HPHEIFREREE

YT JORE 2 LK I5 T POCD [ BEAZ oML, H 308 B A2 32 BP0 R /N B 03 4 e 5 Vs AL
Ko N UG AREAS 5 8 B FE SRS, DR L B ) 41 ) e 2 R RO T T-E B B POCD ) B8 510 7 1) o

H AT 2 B2 P Joa np s sk v 45 oG B 28 RE I B . FME D R BT e s AL, SEI R MR AR A S0E SN R
PR, BARTRILE W (1D AEGEIEANFEFERRAAN NF«B EF58E, BERSL
SR T 00 28 AR N, [ B A1) /0N B o A O R S M e T, B AR R L RUE SR
POCD®I,  (2) [ EETAYT M 4 /MR A SIRT1-NF-xB @ B, oG8 ok 2 />
PN FIREAS . P35 3808 I T 7 NF-xB 8 B A% O 1 s RIS R IAER . F1E A (Honokiol) 4151
itk AME/ER, mr@Ed ke S X NLRP3 J8AE/IMATIE, 1A LR EES 3R & O, 351 22 #
POCDI8687,  (3) #1524 IVa Nt B #2FH W NLRP3/Caspase-1 @ 1%, i 27 7R, SZalxt
LS 2 SO MOA BT BE PR S I B B8, (4) pAh, ZGPEEA] Kvl.3 i@iE vl i@ NLRP3 K5
PN G B Al B A AL, > E RS S A R BERS, B3E— DR SRR ) NLRP3 8 % & T 7L A 2
POCD IR H . (5) FHE & HDAC2/INrf2/HO-1 15 Sk, [a) I 4 B [X AR T Je 2k ki
PRI ReRERG, XWUEAE M N IER 2 &N R EEES T ROA M EERS, D i 2 AP 2 A O % T T
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