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5 . YHEET (pyroptosis) SEUT AR T R DL — FIFE P PR AT T 5, L AR BUR t AN A 2R 1
T2 25 1 TR 48 200 B PR 7 PRV TP ik 2 1) 0 e B o 2 BB RIS (type 2 diabetes mellitus, T2DM) & DLIE 4 =
MHE Ay 3 BERRAE (AR PR, TE KW RS T, R A T8 MR RS, 6 i 0 1L
B BRAE, VLR SA LR T RANSH TR A . IR 5T R BN M £ TO7E T2DM K I R E
RAFFEEAEH, ZSC A0 £ T 5 05 R S IR RRE IR 56 R AL EAT 2554
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Advances in the study of the relationship between

pyroptosis and diabetes and its complications

SUN Shao-Hua, ZHANG Yu-Ying, YU Peng, LIU Jian-Ping*
(The Second Affiliated Hospital of Nanchang University, Nanchang 330006, China)

Abstract: Pyroptosis is a newly discovered type of programmed cell death in recent years, which is mainly an
inflammatory response triggered by the release of different types of cysteine proteases and pro-inflammatory
cytokines. Type 2 diabetes mellitus (T2DM) is a kind of metabolic disease characterized by chronic hyperglycemia.
Under the stimulation of long-term hyperglycemia, patients are in a state of chronic low-level inflammation, which
often causes chronic progressive lesions in tissues and organs such as cardiovascular system, kidney, eye, and nerve.

In recent years, it has been found that pyroptosis plays an important role in T2DM and its complications. This article

reviews the relationship and mechanism between pyroptosis and T2DM and its complications.

Key words: diabetes mellitus; pyroptosis; inflammasome; complications; mechanism
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HIHRFAE AN DX A0 57 W3R 1. g AE T2 — Mo
FEP AL T TR, J2ilid caspase-1/4/5/11 %
fift F1 GSDMD {7 5 38 % 0T DA 22 48 1 40 it 18]
IL-18 J¢ IL-1B FRE TR 0 1 o fE4H AR T A v,
WA TR 5 SR A A F e 52 A4 55 1 -3 (NOD-, LRR- and
pyrin domain-containing protein 3, NLRP3) 1 GSDMD
SRR (I MR SRR EE/ERA ¥, NLRP3
VAP JEAR A 9% 2 T 28 (pathogen-associated molecular
patterns, PAMPs) Fl145 47427 F#55 (damage associated
molecular patterns, DAMPs)"', [ J5 #4035 [ caspase-1
Y, caspase-4/5/11 1)%] GSDMD"”, GSDMD f¢] N ¥fi
BRI b, R TE — ISR, K
St NARE, TR, R R A A
FIER T, 1 TL-1B Al TL-18, MR 205 &
NLRP3 K 4 A5 4y 98 /M s 1
1.1 ETMAERESE

£ 1986 4F, Friedlander' ¥ X & B E ik T
P FH U B R JH 55 30 V6T J5 /) R I 20 B P9 0 1)
PRI BE . Zychlinsky %5 ™ 7E 1992 4F W 5 547 [X
PR E RT3 RS/ B E R4 A
FETZ. KIALIR, ET-#R NN caspase-1 K i
IR E 2 mE ™, 53k Cookson 1 Brennan¥ 1
I pyroptosis Sk i 3X Fh T & I 1) 98 E A 5 (1) 2
P HEAMIBET:, HHSRETX k. kA
T A FRHE 2 A A BT K . Bl B T B R
A, g R AR B R OR, AR BT B AR N
10~21 nm F9FL "0 440 B8 I, 20 A% AR Rk [
UL R AR 46, Gtk DNA F£##5F H TUNEL
R 2 REYE, XA ST AL, (R ETI
Jitu DNA P& F2 55 DL &% TUNEL 4% 58 & 48 5 A 7
o U PR NERETY Ik, BRI, &
FhAPL A BRI, FEORF JORE SN .
1.2 ETaE

NEIA R T 7, RIS RME s R
&R RS JoRME RIS RS NRI SR —iE

Bi74, TERRAEIANFENAZ B JEAA DL R P s R 40 4
G5 T R FEE AR 1T, AT DA B e 4
R TEU s B A5 5 SR tH R S Al RS HIL
WHRZIER, P aiassRIE, RIS — it
(AR I S B S, 52 B e R A 2R Ge IR P 1A
FET 2 — MO B AR R R 1A 3 A0 A P I A
P, SRV i piAr o . Erggi., ok
L A5 Sl R B 5 58 4 % I 4 5 R TR
ZAK (pattern recognition receptors, PRRs) 1] DL 1]
BEMAZIR . A0 A0 EESE By, IR R AT 73
PRZE + 0 JE A 5 73 AR DL S R R A5 A5 FE Ok T
P M PRR A5 5 ANFE « Toll £ 52 4A (toll-like
receptors, TLRs) 1% 1 R 45 A FH 5 JEI3AE 32 7k (NOD-
like receptors, NLRs). 4 FH R 175 5 L [K] T FE 5244 (retinoic
acid inducible gene-I like receptors, RLRs). ¢ U #&EEE
# (c-type lectin receptors, CLRs) F1 2 {f1 25 & ik 2 7Y
F£ 52 & (absent in melanoma 2, ALRs). 1R % [X 2 #F
A LLE PRR, X H A G 8 HERE 2 FLI
AR IR, EALEERURL, K BE AR TR
T PR R B 5 Bl A PR MR 5 5 S PO
R AN [7] 28 3 (1) 3R U(E 5 A AN [E] 1) caspase X
R, FETCR o AW AR, RS MR (MR
caspase-1) MAEZ IR 4E (HKHiIE caspase-1)( B 1),
TE K Hfi caspase-1 FI& Mg zEr, &HE. & &
PR R B 48 RE 4 ) W 23 VORE RORE MR AR REE,
NLRP3. AIM2 & pyrin Z5f4is =, Hrr, % NLRP3
HIRE it A 72 . NLRP3 K FE/MEAE A iE H h =
Rk . 2R S A Bl NLRP3, fHEHEANEA
caspase 1 5% 35 1) 4 T2 #H ¢ Bt £UFF 22 E (apoptosis
associated speck like protein containing a CRAD, ASC)
2 L4 1 RO caspase-1 7 74 2 B P AR R A
NLRP3 (08 =4Ik« C i & e IR R 451
15 ( leucine-rich repeat domain, LRRs). 0o 4% 2
gE A R 45 K1, (domain present in NAIP, CIITA, HET-E
and TP1, NACHT) A1 N % pyrin £5¥J35 (pyrin domain,

R ZSMMEBRETHIESR

AT S E T 1A A AR 5L
P Rt FErp Rt R
FH 995 T 1A of AR BSR4 BRI Z RIS 973 EEE AR Ak, BRI Z A 45
OIS )7y N A i TAN AR Bl N i
sy AR Pt B EA WA TR, VAR AR Ek ok
AR AT Y L5 1) 5 J 48 ) e 11 L e 24
DNA BEAL B A [ 9180~200 bp S H B AR Fr B BEALIF A BEAL B A
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e .

DAMPs

“ob

Bl g

PYD)*, Hr ASC H1—™ C i caspase #5215 (CARD)
A—AN N 3 PYD 4 .. NLRP3 [ PYD — H 350
Al LA 5 ASC ) PYD 454, B 5 ASC [¥] CARD
55 H 57T caspase-1 A HAEH, JE K NLRP3 %5k /)
e, FEAEREAT caspase-1 (1) H L ZEME, T Rk Rk 24
f] caspase-17"'. caspase-1 1 %I §i IL-1p F1/7 IL-18,
P EATVHRA R BRI JORER IR 7, [FII caspase-1
¥ GSDMD % fi# i GSDMD-NT #1 GSDMD-CT",
GSDMD /& caspase-1. -4. -5 fl -11 [JHFJEY), &
MR T R A AR EEEH, GSDMD %K
ER—NEARF YRR E KR, FEARE
GSDMA. GSDMB. GSDMC. GSDMD. GSDME,

DFNB59 £ 6 fifi iy 74 P71, B%T DFNB59 A EA R FL
EYEE RSN, EATTK 2 BETE R TR AR 46 N\ 41 i

JIES B8 £ A I AL . GSDMID 2 I FLEE A K
R — 51, H 5 HAR R R P A RV 2 R 45%.
GSDMD H£3 7 242 AN LR 1) N B 25 A6 38R0 A
199 /NS B IR 1) C i 25 K 488 2 43 AN 2 FE R 42 1T
% 7. GSDMD- NT A LA flig i 45 &, 3 A\ dil i,
TE K B H A28 10~21 nm L, B H AR 2
IL-IB DA% IL-18 45 s H . 5 Uk, Na' FlK

N R

BEMIFZHIRE

IR SR ANSE R oA 40 K S 4
MR, SEMBET MRS

AL R EH, caspase-4/5 (N )11 (/NR)
AT R 1 52 8 G 40 o FA 40 B o o ) A B T 2 0, T AL
[] caspase Z %% 7E N ¥ Al C % 2 [8] §) #] GSDMD,
FEA M EE T A, BUE Y caspase-4/5/11 A] B
FE# pannexin-11, {238 &5 1SN AT ATP RS,
WOE P2XT 524K, s S4B 5 E LR G 534t
2021 4F, Zhang 2% " B 50 K I, caspase-3 (B4 AT
LAY #] GSDME, J il GSDME-N 43 #1 GSDME-C
#5841, GSDME I N ¥ #8575 GSDMD-N 2H 43 A48,
S HURE ERFLIER, A ETRIRAE. Ak,
GSDME #] PLK; I8 SR FE R F -0 (TNF-0)) B AL IT 2
V)5 L caspase-3 /MR T AL NEET . caspase-3
B11J] GSDME %4 GSDME-N 5|8l 7 fL ik S 4T,
EARA SR TP A 1R 2 FAR IR I8 B8 A 5 K 4, B

b, E R iﬁ’]ﬁﬁnﬂéliﬂ%#%ﬁﬂ E /A
E itk Sy tiope

2 AT SRS
W PRI A — it LA P AW 7 vt DA I 14 22 o A
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FAHEAE T RO A, H R i 3R ) 400 ik = B
TR SRR, HE WS 2 BOPE R,
HAHIE RS B At RS R ilbksb . TR &
RARPL. o OB R A 0 e B o A 3 35
Bl o I N R A AV I, & SR Fhopl
PRI RE RO, BRI E . X 2
FR . PR AR B, b PR BT 5L A R R T
LB PR R AT, mibEe sl g+ =
PRSI W WENEEE C TR 0SS B C,
B J5 2t — 20 5] Ed JE A4 1T (nicotinamide adenine
dinucleotide phosphate, NADPH) %A1k B 5 4 77 A= 0%
P4 F% (reactive oxygen species, ROS), ¢ 2% 53 NLRP3
RYEMERBOE . EERERETE TRaEth. RV,
H 5 0 5518 2 R 3 AR 2x e i JiR i B A M 1) Dy g
EH BN AR RRABERAAR Y
(advanced glycation end product, AGE) 75 5 i i IL-1PB
1) BRI NLRP3 48 i /IMA AL ) A 0 7 4k
NLRP3 # M/ MRS (R 3 T2DM 1 3F g 7k &
FHPT . NLRP3 4 1 /MA FT BEAE B 5 B 4 i i
SET RS 7TOCEER . EREILBERAET, R
Ky B 401 T (1) caspase-1 Fak G0, ik W £E K JK S
MR ES B IS KM, 30k
By 4. 8RR B 2 A FE A aE, 8 S ORE
NLRP3 % M /MAT] fE 5 T2DM [ 5 2 #KPt A B
i i 5345 45 5% B Kim 25 B 58 R B yt3 wT LA
il 5 W 20 i NLRP3 58 M/ IMA R B0E,  FRAK 71§
IR IL-18 /K-, 52 1 g iR AN AR 7 4H 231 R 1%
12, M E 2% T2DM (1) g, 17 id 32 15 NLRP3
RAENEEHE T db/db /N T2DM it fE, 3R 9]
NLRP3 & VE/NMEn] e 5 T2DM 1) 5 ZHEPT % B
MMt #E . Ak, WSRO I NLRP3 %
PR /N 1 2232 AT DL ek 2 B 7 v T OB B i
FACHUARUT 5, 2 P40 A B T 70 B AH 5% 98 0E
AR & R AP A S G R E B EH, el
SELERRUILAE HERIE A PR B 9 0 23 Jok o8 B il 4. B
B e B Ak, g A TAR DGR B AT
DS 3 ORI R B B 4 VR o — DRSNS R B,
INS-1 ZH I fEAR SN2 bl A B2 5, NLRP3 {554
Bos, RAEBETMZAE, 1M K# %K (Emodin, EMD)
4b P38 S B NLRP3 ffj ik, GSDMD Zfi#, L
JeAMH] IL-18 BEHCRIR ST INS-1 4if e TFE 00, ik
4h, NLRP3 FidRiE10% 7 EMD (A afEH . X%
i EMD 1] L@ it #01 i] NLRP3/GSDMD {5 5 B #2 %
BRS04l JSE AT Y. MicroRNAS

F—Fh 5{Z{# RNA (mRNA) 454 LU mRNA
PEFES 2 P 1 R PE 7N RNA, microRNA 78115 %
Fh A=W 22 Th B8 (4 NLRP3 485 /N i85 Al 41 ff 48
7o) hRIEREAE A, Lin 4 P §F 70 & 9 miR-17-
Sp JERL ] TXNIP/NLRP3 4E /IMA I8 B H 5% (1 =
T, B R /N BRI R T &, OO JR A B A D e
2 RORE PR ) 3 SR R SR B R AR, BB R
2 FEE S R EEA T AN BB LA R 1070t
I HE AL BT RE D PRAC, EARIENT, SR
5 RS, 900830 N E S RIGE g,
Jt H & PI3K-AKT fl MAPK-ERK {2 5 i % 1& 42,
A BT U AR P o T 4 £ TR TL-B Y
G WAENE PR A i I SR AP i 3 v o A
. AMMRAE TR LU AR 7 A 208 8 e S B B
A, 0 5] R R AR UTE B 1 e . 18 R
SN 5| e g i ARPUN SRR 2 —, FETTATBL gl
R4 24 ¥ CD4" 1 CD8' T 4iffudti £, Hxign
G2 P ) Ak, bR R A PR S B A DG A 46 At A
F TNF-o LR T Cel20 fEk T . IR e
U AH I (0 28 P s 87 AT DA MG Jik s R AR, IR
UGS I T 40 B8 198> T DL 28 14 B B 5F:
OB R R B A, G S e ) 28 1 4 R T
J B FAH AT 5@ R E SRS ] IR B G, BdE
% BRI s AR A . A RE SR A S R
Glut4 K& =, UAKAE 55 T K] AKT #R 1t
ACESE S BeAh, TR 2R MR A P -1 77 TH B
RIEEWHEEWMER, & ] DU 5 %5 0 = 28 AU
BE R o RS AT T AR G . AE 2 B IR K F
AR, R A B AP, X 5 IR D AR
HEEFEVMNXRR. MRET AR ERT
IL-1B o S EUFIEIE S =P & 8, A IL-1B 4k
TE ) 40 M 2 L R B B BUR M PBREAS, X S
IL-1p 5401 PI3K-AKT {5 S3B s 4 > B, 3 H IL-1B
o R B LR B 215 T, AT B A
VTR 7. R, 4 A T ] DUE i 52 e g 0
JH R DA K B i L5 SR & B AR R A, BRI
FONT I (R BRI ST RE T, B R BRI L
DA S — ZR AN FF RRE R AE

g bR, FETERRREKRR %Y, H
H B 053 1 WL S ey 0 & R 1 77 A0 A
WRK. RIWETZS 5 R S K IE RRE K RE,
JBE R 0 R AL TR AR T R T VA AR R A
WA AR TR R T M. HET, R TR
T 1858 R B 70 A A5 B8 A6 240 i /K 1 A gl 4 s
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I b, IF HHFEH R ABVIERAE, FRERE
H g AT ASC /K, 5 S S0 AR 18 4% 2 S I IR 7K
PREAT IR — PR R
21 BT 5HEKEER

¥ KI5 B 9% (diabetic nephropathy, DN) #2& ## X
97 o i LA A O RRE BT, HOBUR I RN R 2,
FARR S AR IR AN B, 5 RN AR I E .
BRI B R A N e — P M A, R b,
DN [ e 230 A B /N RO 40 1) i i a2, DA K
B NE - BB RAE, 12— K RN B R i 4 44k .
ERK R 2 (PR PR 2R B, 4 B £ TR R 2 1 SR Y AE
JNLAE DN (R R e e B B &
A5 S N ER AR G o WA A A A R -1
(monocyte chemotactic protein-1, MCP-1), 5|CHA% /
EWRAMEIE . W, SRR, B/ B
Wik 240 i 5 " /N R B 1) R P I SN, 5 RN -
ISR A0E, feHE T B 4T 44k . Shahzad %5 7 [
— I AN, SRR IR /N AR ELES,  BEIR
T3 71N B 9 M /AR IR 28 4 P IR Rk 7K P
1M £+ NLRP3 Al caspase-1 it [ /1N 5B 55 1% 4 31
db/db B PRI /N R, BE PRI /)N BB A 40 1 7
FE B 550 BZH AEABL,  E B P 1 A B R TR 1
NLRP3 #JE/NMEFIEOEf DN INE ., thsh, 5—5
W 52 IF B Bk B4 caspase-1 FABE JR G /N BB T 2 A
PR B R /N BR 40 i A B 5 R R kb i B % B
Wen £ % 9 " | caspase-1 /)N 2y 1 #1141 771 VX-765
i caspase-1 FJ 503 FR O s 0 1B D g RE
PAR AT Ak, Zhu 55 R 50 R B, LK @ o 8 )
caspase-1 #I| FE TR IR L A M40, v DL 3500
T T PR R T 2E 2R B A A, ek R I 48 SR AN
FET RN . AT, &R TTHE R B0 B 254 IR AN
Re T8 A PH kX — i ) Rk A Ak R o T4 NLRP3
By caspase-1 [ 1A A FEUR Mt /AME WG, X IE
HLEBAGRYIER, AT R AR RKIGST DN K%
TERE .
22 ET5RERRUR

B PR 9% 0 LG (diabetic cardiomyopathy, DCM)
el R R SRR O IURE W, RAEEARKEE R
I A eE R 2 Fhk e s B0 R s i B b, AR PRI
M FZIFRAEZ —, W2 5] R B ST 3
BER 2 — ¥, R BGAE O S5 A AR R T e
T, AFEOWIINRE S O AT 44 O
OV RAET: DU AR i, Horbr, O JULZH R AT %
MM IET & DCM e i R BE R R, 5l

FEay I RERERG KO EE ¥ U, NLRP3 /& DCM [
— kR EY), DUER NLRP3 J42 7 2 BURE IRIR
K DCM HIHERE ¥ WU AT, BE IR /N R AL
2 28 vh NLRP3 % i /)N f&. GSDMD., caspase-1 Fll
IL-1B SR T A G ER (A RIEKF T . ROS 2
RAE/IMEBOE S BT, B AL HOc2 O LA
J AT S5 R AIM2, T $0] ROS 1] FE 4% AIM2 7K
. UL Bk AIM2 J5, ASC. GSDMD-N, caspase-3
A IL-1B FRIE N M4 H9c2 DL A2 T2, 1K
HARREL OEEMSEOATIhREREL Y, Ik
A, 4] ROS FX % ] FH KT NF-xB F1 TXINP J& % 1)
o ST NI (1 i i NP R Rl 5 ) AR N T
NLRP3 0] LA 3% STZ 55 (1) T2DM K FRAR A 1)
ORI AT, AL, Skt AT ETE
WEVINKRER, FE2RERSERSIIKEEL, N 5
DyRe R AS. K% & fig 25 A (low-density lipoprotein,
LDL) BT BB, DL S bk 2 448 A AR S0 A 48 A 1
L. 153 Bkl BEAE (b BT b b A0 22 21 NLRP3 4 P
IMES ST, H5 BB ORI JRE 5 TEAH
K, $E78 NLRP3 58 14 /M Ko HAH 9 1 £ 12 7E Bl ik
SRR R R h R P EEAEH BV JEgRID RNA
BHE miRNAs. IncRNAs fll circRNAs, 7F %5 i 1%
HEAEE(EM, JE4ID RNA 52357 DCM #
fR O ULAR M EE T . Niu 28 B2 56T 2 RO PRI
557 JH 2 e 1 B 9T 45 R R B, KCNQIOT! i it
miRNA-223-3p/NLRP3 #li {2 3t HCV & 4L 1 B 41
T, Mg 1IR3 A=A, i 2 BUBE R
MRAEMER, XusE P RIS IER /MM, K
B 4RSS RNA GASS 75 IR 0 L (DCM) 71 B
PO LR B R, I RIE GASS 23% T DCM /)
UL E RS, Bk D WUIEEER . m°A HEl
£ DCM 75 EERMER, Meng %5 " B 50 R I,
7E DCM K &R O L4 ff A W7 5z 26 24 1, METTL14
F A T, METTLI14 i i # Jin TINCR 2 [ m°A
LA AT S 4 IncRNA TINCR 33 7 A A T80 56
KR H NLRP3 (1) 3Rk, k2 2 # il £8 12 F0 o3
DCM [HIAEF o 38 3ok 24 4 55 35 DR 0 R 410 i £ 02 7
L FEXT OIS . THIETIRENAT S
R A B SR, TS — AN AR
ARETADT . IREE# DCM 1)K i UL By 1E DCM
RENOIREASE, HAEREC®, HEELZN
WRAB I 2% ERTiR, FET24E DCM )& ikl
FIRWHEEWEM, #t—PHARHETE DCM H 1)
YERE, BYFAT LA DCM [3R T TFRERT & 12 .
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23 ETSHERFRMERE

B JR 955 A0 9 K955 45 (diabetic retinopathy, DR) #2
— b 2 PR 3 B D00 IS A L A P 8 1 % 1
i B, R AEREUE AL N & . DR
FRARFAIE A2 AL IO 8 PN T I 38 S 6 . B LA PHLZE . AR
DR L A= L7 R BTy - 5 k) - ST B A R L )
JEE M REAS o oy HURIR S 2 5] S A0 P9 JIBE Al o A PN R
MY (retinal microvascular endothelial cells, RMECs)
DIREFERG . DR 2> 5 UM W 520 Jifa 1) B 2. 453495, dn
R I £, 2% iz 4 L 0 R D) I 22 755 240 TR ) 952 4%
AR 4 R R A8 A2 FE AN [R], DR 1] 43 Ay A 14 A2 BB
JRIFAL I BESP5 AZ (non-proliferative diabetic retinopathy,
NPDR) #1134 4= 54 3 bR 95 #0 % i 3 72 (proliferative
diabetic retinopathy, PDR). -1 NPDR fJ4F1E =&
LB R T A, 4B L ek /b« T PDR R AR £E ik A2
WA, = DR ST A 1L T B RRAIE

R PR 93 AL IO S5 A8 9 % PR R o L o) 47 28 RE AN
MR, MEIFELEBMLNERE, E2H2
FHEAER, A2 B9 AR LS B 37 A 15
TEHE . AL I 4 i B8 T /2 R 3F DR (1) — A R R
fiE B A0 BB A0 B AT T AL ELEE TR T, RAES
H AR T4 B, R 2 AR 9T 2 I S /MR
A fEE DR #EE MR L Z — . Gan 55 B
TR, EHEA S T NLRP3/caspase-1/GSDMD
T, S ECN I AT R 40 i (human retinal
progenitor cells, HRPs) & 4 [ £ 12, 1fi H IL-1p Al
IL-18 )73 Wh o I (B FH I BE ARG 1R+ 3 4b, = bl
e 7R RS A 4B ) 22k, T PTER GSDMD i
T4l NLRP3/ caspase-1/GSDMD 15 5 %y, &35 H
1E HRPs £E T2, 3878 1 DR K5 5 40 i35 77 Miiller 48
¥ A2 AR ) B S A 2 SO A B, e A Ak B R
REUK A1) Miiller 4123545 NLRP3 & (4 &1k Tt
LA, T H28 i b AL P Mtller 40 A A2 AR,
SEH I RS, MR T DR MR E P
MCC950 F& — ik 4 1) NLRP3 1117, Zeng %5
WEFCRIN, W R T A5 28 2H /) BRI I JEE TL- 1 73 Wk 3
hn, AHH MCC950 kb B vl BY ¥4 FikAfk . itk
4h, MCCI50 9> | 4 e TSNS ML S, X
KX DR A AERRIER, HEBNBIT
DR ¥ —Flgr s mg . S5 2, ANE e M s i
FE) ) S B0 I 2 W PRI R P g A8 B vy, AR T
S5 s, %5 E NLRP3 % JE/MA /GSDMD
A B AR TR S DR A B AT 4
BE RSy R R

2.4 EFETFMEKRFEERERE

R R 2597545 (diabetic peripheral neuropathy,
DPN) J2& Bl JR i 5 WL 9 R0E, K Z0A - H00 s IR
i R 2 IRk DPNIY, i 20 AR 2 e Fiv: DL &
KEEROBIER, T S s i K s, i
Je B RE . BEE AW R, 23 el
SETZ B, JEFBUR R 2 S
R, LS SR, AEREHREX
(g, P R B ARG R . DPN IR TR
WA, WIRE . A SIS, (EER D) I R B
WIANTE AT A o e LB 2 5] 7 ) L o 22 11 4 A 45
L& ROS Bjfud 2, i &= 4: 1) ROS 1 NLRP3
RAEMAEBJBETE R EIRE A AR TS, AT A
P25 AL S B R 18 . Cheng 25 3@ 5 A = bl Ab
FRORE SN AET:, 1M Loganin Ab ¥ i i sk 2> 41 ffy
W1 ROS 7 4=, BL A 4] DPN 3 #2 H NF-xB Al
NLRP3 % fiEt /I8 1] 3% 4 R 9k 2D it /5 41 g (Schwann
cell line RSC96) ()£ T, Che &5 5t KB, #HEE
23 3 1 5 miR-214-3p/caspase-1 il [£ 4% T & 4 &
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