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(HZE] B IR K B4 (thymosin beta 4, TR4) Xt BV2 /N5 5t 40 M £ 1~ B 4847 4 1 B 20 T WL
FiE B BV2 AL AR (VBT AL EE) . T4 [1 we/mLAEZHE (lipopolysaccharide, LPS) H# 12 h
Ji, 4710 pmol/LJE H R W2 (Nigericin, Nig) LIE] h]. TR4ALFEL ([RIA45T LPS, Nighi, 1 we/mL T4 4k
FE1h)o AT LPSHEA Nig AbFEBV2 /INEE BT AL, A4) 2 Joe 2 0 AH DG PR B g (R A o 2Rl CCK-8 YA 46T TR4 X
BV2 40 LIRS 1, S S SE I 9 1 PCRIEAIN (1412 (interleukin, IL) -18. FHLERFE FHE UK
FEITHI1, BT YE mRNA FRIR KT, I e 728 IR B 5 6 0 248 Jf L 395 38 1 TL-18 7K, Wesstern: blot 325 )
NOD FEZIRIE (I 25 BUHOCER 113, THZ R D N B . DRI R AR I 1. e b4 LR 7
BERR AL TIP3 A RBAOE, WA, A& b e G R AN AL T3, MitoSOX 2 FEF8 7R 7K
AN ARARTEVEE K, R SHET A4 A, TR4 AL BV2 UM T LM, 40 m IL-1B8.
THEFEFEAVREL T 1. B THE mRNA KB 5400 FI5 IL-18 &5t . NOD HESZ IR HAE (M1 45 M S8R G i
FH3. HAED N B, YIRIRIERE A 1, BRRIL T 0= LR N . B TR F 3 A RS
RANMIFET 3R ZRRLRTE T EKEREAL (P<0.05). 4518 T4 M LPS+Nig i 519 BV2 /NI B AN A T35 45,
P E AN S RAE N, LA T BE 5 cGAS-STING {5 %38 A K
[hELRILRIZE, 2026, 28 (7): 877-884]
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Thymosin B4 inhibits pyroptosis in BV2 microglial cells: a mechanistic study in vitro
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Abstract: Objective To investigate the protective effects and molecular mechanisms of thymosin 4 (Tp4) on
pyroptosis in BV2 microglial cells. Methods BV2 cells were divided into three groups: control group (no treatment),
pyroptosis group [stimulated with 1 pg/mL lipopolysaccharide (LPS) for 12 hours, followed by 10 pwmol/L nigericin
(Nig) treatment for 1 hour], and TB4 treatment group (co-incubated with LPS and Nig, then treated with 1 pg/mL Tp4 for
1 hour). An in vitro sepsis-associated encephalopathy model was established by LPS and Nig co-treatment. Viability of
BV2 cells was assessed by CCK-8 assay. RT-qPCR was performed to detect mRNA expression of interleukin (IL)-1f,
interferon-induced protein with tetratricopeptide repeats 1 (IFIT1), and interferon- § (IFN- B). IL-1p levels in cell
supernatants were measured by ELISA. Protein expression of NLRP3, GSDMD-N, cleaved caspase-1, phosphorylated
stimulator of interferon genes (p-STING), and phosphorylated interferon regulatory factor 3 (p-IRF3) was analyzed by
Western blot. Cell death rate and mitochondrial reactive oxygen species (ROS) levels were detected by flow cytometry
using propidium iodide staining and MitoSOX indicator, respectively. Results Compared with the pyroptosis group,
TP4 treatment alleviated morphological damage caused by pyroptosis in BV2 cells. Intracellular mRNA expression of 1L-
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1B, IFIT1, and IFN-B; IL-1p concentration in supernatant; protein expression of NLRP3, GSDMD-N, cleaved caspase-1,
p-STING, and p-IRF3; cell death rate; and mitochondrial ROS levels were significantly decreased (P<0.05).
Conclusions T4 protects BV2 microglial cells against LPS and Nig-induced pyroptosis by inhibiting oxidative stress

and inflammatory responses, potentially through regulation of the cGAS-STING signaling pathway.
[Chinese Journal of Contemporary Pediatrics, 2026, 28(7): 877-884]
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e B¢ RE AH ¢ P B 5 (sepsis-associated
encephalopathy, SAE) J& MeHEAE 5 | B2 1) /™ 5 o fix
LRGN RAE, LONAIIRERTT . BPUVRZSE
AR RFREL, T H 5 W EEAE R TS O 2
FHUIRAEA 2 BUAIIEIESE, M RAE T
P SAE KA R RIZLHEER D . 2w,
ZINJISE T 40 L S T Al A 9 A R BB S 8 O
WA BRG] R R SRRE BN AT 55 /NI B
20 i A iR AR A R 0 R e M A L AT T —— A i
BT, RAEMRTRY/ NI TR e S BRI
AT, B CRAE-FETI-RAEHOR” 19
PEAE PR, 16 SAE Wb Rk E AR T . il
Huang 25 7 & PR /N B TRIM45 55 R a] & 25400 361
NOD #£ 32 (R P H 25 M B SC E 3 (NOD-like
receptor family pyrin domain containing 3, NLRP3) /
Bt K 5 H B 1 (cysteine aspartic acid specific
protease-1, caspase-1 ) A SN AT,
Ul /D8 A PR BRI, 3 I S 22 5 05 A R 2
AERRLRT . Jing 5F ¥ MBFSERM], id3RIAT OTU 2%
Fa B 2202 R A 1 AT 38 o 39 4% HK2/NLRP3 {5 5l
P/ B AR T, FEMTE R M AT 5 IA
T RERLRG s OTUDIJEIN Bl S nl A M i #5773
B, RPN DIREGR I . Zeng 55 L BE, IR
T 50 B SR — R AT R ) B I AL E AL
AN ) TR RE /N USRS PN B A AR T, R
P DAL AN E (interleukin, L) -18 Z 4
KT K, TN B SO E NI fE .
251, O RN BEALEZ AT IR E, R
I E R B R N T Oy we )
RHL A B 2 R4 . [, cGAS-STING
18 2 NLRP3 S /IMAA S 200 £ T2 00 G B 357
=i R I [ (e B/ e W S s
(stimulator of interferon genes, STING) W] Bz 1k T
£ E P A F 3 (interferon regulatory factor 3,
IRF3), €Ut IRF3 ARZIF 3G NLRP3 5% 5%, 4
i[OS R 7 AN T 0 e 2 i P ES U A WA
52 I 2 e 38 A i S By e A 5 A A B A T D F
FEVIARL, A8 SAE RIS S8 i BB AR .

R 2 B4 (thymosin B4, TR4) =N TETEZL T
REZ K, A M R 3R G A0 i 5L 50 00 40 L Ay vy 2
FIRBY O, TERRR ML o0 S I A
G2 PN S h B AR e Y REAEAE
GER], TRA AITEM I SAE S, L AL T
FAEACRL AR5 1 A 2 A S B AR R R
PR . AR BN, E AR E L
SFER M AR R, TR4 AT L3 T R £ 0
(lipopolysaccharide, LPS) /= #f g It 1 15 T 1Y
NLRP3 . i T AH O BE S 85 1 5T & caspase-1 £ [
Fik, I IL-18 B A, FER EUA RN
P 5 A M A R, TR4 T T T i 2 ek /b
ED-1/INGE 48 e/ s 20 M 320, R 2 40 e
7, AR EEBTR B IL-10 R385 1 Bk
WFFT L5 A TRANE A SAE VTR YT #IL S AR ML T B
FSAMRAE . ST, AWFSTHLE B TR4 X/ NI i 4
JL AT AR ] R HLE, AR ER SAE 1Y
BENAYT RIS HE R IR

1 MRETE
1.1 Sk

BV2 Al AZE Fr i (i) AW BRI A
FRZAF]; TR4VR TRy A i 5 AL A B AR A R
Nl RIBFFHE AR LPS I A 5% [ Sigma-Aldrich 23
Al JEHFIEREZR (Nigericin, Nig) 1 {5 FF/R
HAEYIEARA RT3 /N BUIL-18 B S 2 W Bl
5% (enzyme-linked immunosorbent assay, ELISA)
D3R G AT IR A= ) B AR B4y A7 FRA 7 5
J % SR BUR . SYBR BUIR Y qPCR 257 &5 1
AW R SR A ) TREAT R R NLRP3 ., TH
D N % i Bt (gasdermin D N-terminal fragment,
GSDMD-N) . 1] &I A4 fit 2K & 1 8§ 1
caspase-1) PR W H 3 E Abcam 2 &) 3 B R b
STING (phosphorylated STING, p-STING) | 2 &
IRF3 (phosphorylated IRF3, p-IRF3) HiiA&ly H 3 [
Cell Signaling Technology 2~ F] ; GAPDH Hii& K — 4
Wy B B = AR R 7] s CCK-83207) &
A AL s 22 AR RS IR A Al Bl Y e

(cleaved
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(propidium idodide, P1) & G R FH 28 3% A= Y )
o (Rifg) RMARRAT; MitoSOX B A LYIHE /R
F . DMEM B335 . Bad-inil . HHEE-EHEW
H 2% [E Thermo Fisher Scientific 2 &) o
1.2 WpEREXKRSE

¥ BV2 41l R EE R T8 10% IR 4F g 1 1% 75
T E B ENYIH DMEM 853538, 535 E T
5% CO,. 37 CIHMIEFRAA DI . BOEUE K
IR BV2 AL, K BV2 AP 2= 6 fLAR Y, FRAH
MK 2 80% )5, s LA 341 XFRELL CAFE(TA
AbEE) . FETZH (1 wg/mL LPSHBK 12 h )5, 4T
10 pmol/L, Nig Zb ¥ 1 h) , T4 4bHEZ] (FA 4T
LPS. NigJ7, 1 pg/mLTR44LH1h).
1.3 ELISA#&iN

Fie 1.2 5 A ACPRARAE, SRS o Wi 4 e L
WE2mLELOE . 4°C. 1000 r/min &> 5 min,
WetE BIE W . RN S B P AR, B
J&5 0.5 h N EHLINGE G 5 AR BR o vk S 5 0k
W BE AR s il bR £, THREAREA SR Pk B T
GEitortr. SN HA 3K
1.4 Western blot #;il

FE 1.2 5 AL FRAN AL, Wi B2 40 /S A RIPA
SR PR ISR, SR I BCA 8 H & i
EIE R R . AR 95 CAEMS min, 46t
JE L UK I 5 B 22 R Al — I LR . 5% Wi ik =
U E M 2h, B0 A NLRP3. GSDMD-N. cleaved
caspase-1, p-STING. p-IRF3. GAPDH ( ¥ #%
1:1000%8) —Hi TAEW, 4 CWFLR; MA

P (F%1 210000 %K), FIRMEE 2 he TEINEE
B ECLAL A &6 i %, A GAPDH Py
%, Image J A5 HT 550 WK BE(EL . SC 30 M 37 0
H3K.
1.5 CCK-8#&ill

BOSFCER I BV2 400, DL 5 x 10°9> 4 /AL
()55 FE e Rl T 06 FLAR , B TR FANEFF 12 he
BiJEH LA R AT, (1) WS . FR
K3, BALINA 100 pl & AS [\ ¥ B T4 (0,
0.25. 0.5, 1. 2. 4 pg/mL) FI5E4REFREANIE 24 h,
(2) WpMEBEEEL . SR HZURE 1 pe/mL 1 TR4A 435
BEE 0. 12, 24, 48, 72h, &HWE6NMEIE
T as AxIEFL . ABREEHE , FEILNRFR
B, BALINA 100 pL & 10% CCK-8 25 A KL fifi 1%
FEHARLEMF T 1.5 ho REFRACIE 450 nm %K
AR CRE o R SER AT FAE 3K
1.6 REFRLRRLEEPCRAE

P 1.2 0 AR PRAN M, 2 BRI & Ui B 5 4
SVRNA, el 5% Ak &, R SYBR Green | %
17 qPCR K W o Sz W f& & (20 wL) : 2xSYBR
Green Pro Taq HS Premix 10 uL, I F iif 51 %)
(10 wmol/L) 4% 0.5 wL, JCEE/K 9 uL, HFAIL3
Bl WM 95 CHiAEYE 2 ming 95 CAS 1
30s, 65CiHKk30s, 72 CIEM30s, F£40 41
W R IE R ey A 5% . L GAPDH
KNS, 2METHE B AR EERAR X A i SCg A
SR 3R ST L,

*®1 S51¥FE5
FHH LB 1YIFS (53" B IYIFS (53
IL-1B8 TGCCACCTTTTGACAGTGATG TGATGTGCTGCTGCGAGATT
IFIT1 GGTTTCCAAGAAGAAACATGGC GGGTTCTGGGTACATACGTGA
IFN-B TCCAACCTCTCCTACTACACCAG GGGTCAGGGATGAACTCTCTC
GAPDH TGGAGCCAAAAGGGTCATCA ATGAGCCCTTCCACAATGCC
1.7 Pl ER AN Iy A 3R,

JEHE BV2 4 i 35 B 2 2 x 10° N0 fd/mL, 57D
T 1243535 12 he F 1200 AHAL TR0, T 58
B SCEE A I 22 B0 . BUE S we/mL Y PL, R
JIA 0.5 mL PLYS R B2 40, #% 8 2L HEP
B, UK EEERE B, R A M4 PE-A
8 ARG 40 L 8 G BR E , Flowlo 8R4 52 98 Y64
P, GraphPad Prism BRI E 5GP, 52

1.8 ZhEFEERREN

eI BV2 40 i 55 15 3 2 x 10° N4l /mL, 354
T 1243535 12 he #2120 AL IRANM, 158
WG FEFR A . AT IS DMEM i B MitoSOX ¢
Ykl , BALIMA 03 mL L, 37 CROCIHE
30 min, WAEANME R AL HEPAE, WK L #ERE
I HUASI o R FH It K A A PRS- A S A A4 ¢
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euR B, FlowJo BAF % 1 2¢ Y65 ¥, GraphPad 2 #£R

Prism BAF5E UGS 55115001, DP9 E

(mean fluorescence intensity, MF1) 678 2 ki A% T 21 Tp4 xt BV2 41 i 71 S 5E R R

%, (mitochondrial reactive oxygen species, mtROS)
HIXDACE . e85 5 30K
1.9 FitFEHH

K FH SPSS 22.0 8 {4 . GraphPad Prism 10 X {4
XA AT G o A7 G RS A BT R
KB £ b 2E (x+5) Fom, MAECRH
PIREAS R 56 5 22 2 18] FE AR T BRI 2R 5 22904
£ [0 9 4 HE 2R FH Tukey's HSD K26, P<0.05 4y 2%
FAG R

A B
e e 3
£
< 80r =8
<g -
=) ~ o
Sz o =
ﬁE @ ................................. _‘_’;{ :Q;
2~ 40 =z
§3 "3
20 &~
0 1 1 1 1 1 1
0 025 0.5 1 2 4
JEFHE (pg/mL)
Treatment concentration (pg/mL)
E1 TRAXBV2AMIENSHEEMFE A

T FHAS [ S ) st BV 2 44 i M4 64 50

2.2 TR4 T BV24HAE K E /K2 B 520

J2 i 53 S G 5E B PCR FI ELISA K60 45 56
N, SXPERAML, Srdin-pg, g HitER
(interferon—& IFN-B) . TIMEFFEASFUKRESR

J#51 1 (interferon-induced protein with tetratricopeptide

Fz2 HHEIL-1B. IFN-B. IFIT1 mRNAEXTRIZEFMAE_EiFE R IL-18 KFLLER

~

w2

NS}

—_

CCK-8 il 45 @ w , 525 | x4
(100% + 0%) FAE, 0.25~2 pg/mL AR TR4 4H
9 TE JT LE 2E R e gt e B L (P>0.05)
4 pg/mL TR4 ZHAMMLIG J1 (89.8% £2.3%) 575 H
XTHRA L 22 S A ge it L (P<0.05), Je gk
R M 1 pg/mL TR4 T HiALFE (K1 1A). 0~72 h %%
() 557, TR 4 A FEZE 20 i AH XoF 8 5 A5 50 5 28 o) R
2z S g it E L (P>0.05) (E1B), R~
1 pg/mL TR4E 72 h PN XF BV2 £ it 384 5 JC B i 40
P EEE

25 IR HRA
ES Blank control group
i TR4 b BHZH
Tp4 treatment group
0 24 48 72 96
I [i] (h)
Time (h)

ANFIHRE TRA AL HE 24 b 5 X BV2 4HAEIE T 095205 B: 1 pg/mL TR4

repeats 1, IFIT1) mRNA 35 M40 3w 1L-18
SRR (P<0.05); SET ML, TR4 ZbFEZA
IL-18. IFN-B. IFIT1 mRNA ik M 4080 I35 W b
IL-1B F &AL (P<0.05). W2

(fiS, n:3)

2151 IL-1p mRNA IFN-B mRNA IFIT1 mRNA IL-1B (pg/mL)
X HRZH 1.030 + 0.022 1.010 + 0.013 1.03 +0.08 0.72 +0.18
gy | 47.440 + 2.471° 1.851 +0.084°" 15.33 + 0.90" 11.73 + 1.76"
TR4 b ERZH 21.730 +2.185" 1.529 + 0.042* 10.56 + 1.02* 243 +0.39"

FfH 446.91 61.14 253.82 96.26

P <0.001 <0.001 <0.001 <0.001

W am HXFHAL L, P<0.05; bR 5HETHILE, P<0.05, [TR4] MR = p4; [IL-1B8] MM/ K 18; [IFN-B] B T4 %

[IFIT1] FREFFEFEASUKELZ A1,

2.3 Tp4X}BV2 At cGAS-STING {5 Sif i fH %
E=L:obA)
Western blot £l 25 . g7, 5 X HR41AH L,

p-IRF3. p-STING & [1FRikKF LT (P<0.05); 5
T UM, TR4ALFEL p-STING . p-IRF3EHEH %
ORISR (P<0.05), WIE2, %3,
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£R3 KAp-IRF3, p-STING EBKIEKFLLE
< @%%o" (x+s, n=3)
F & e VS
4&*@@2 e@‘&g@ &6@@ 41531 p-IRF3 p-STING
X
& <& & popiEaE| 0.241 +0.020 0.11 +0.03
> Q a a
P IRE3 45 kDa T 0.743 £ 0.112 0.56 = 0.08
TR4AbHHL] 0.304 + 0.040* 0.30 + 0.04*
Fi 23.85 58.97
p-STING [wows @D e | 351D Pl <0.001 <0.001
e am SRR LR, P<0.05; bn ST 40E, P<0.05,
GAPDH | (D« G| 36 kDa [TR4] i JIF % B4; ‘[p-IRFﬂ ‘@é it b+ e W3
[p-STING ] b T4t LA BA T

2 Western blot # il & 2B cGAS-STING i# ¥ 8 %
ERRIEETHE

2.4 TR4XTBV2 R ET-HIRIPIER

et BB M BV2 Al e S5 R s, 5
XTHRA Lea, FET- AR R B b i, s
PO = ST A (B o S e 8 6 X 217 NN BN
AL 2 R AR A £ T AR AR MR AR 2 AR A
LY N TR FE T AR M B I B 3 ST
FbEe, TR4AMHEA AT I ST ik, £
B M A3y PG RERES, 4B S T AL,

Xof i 4

Control group

B3 XZFERIENREEBV2/IRRABELS (100x)

TORAIZH AR R AR b K, T LA YA O 5

&4 HHANLRP3, GSDMD-N. cleaved caspase-1EH

FRIEKFLRE (x5, n=3)
2151 NLRP3 GSDMD-N cleaved
caspase-1

X} R 0.162+0.024  0.15£0.06  0.25+0.17
i 0.901£0.030"  0.64+0.06° 091007
TRAKLLFELL  0.663£0.051" 048005  0.77+0.15"

Pl 294.42 55.73 19.96

Pl <0.001 <0.001 <0.001

e am SRR A, P<0.05; bR SHET-AIILE, P<0.05,
[TR4] MyfigZ B4; [NLRP3] NOD #3214 EE 45 kA 56 2
3; [GSDMD-N] 742 Z D N Bt ; [ cleaved caspase-l] L)) B
REFH 1.

Pyroptosis group

DA IR BE b ik (&13) . Western blot £
MR SR, SX A, Sr-dgmmfEr M
F4E I NLRP3, GSDMD-N )% cleaved caspase-1 ik
KFTHE (P<0.05); SEET-H A, TR4 LI
NLRP3. GSDMD-N. cleaved caspase-1 FEiR KR
iR (P<0.05) (%4, K4), WA PLY @ L
REn, H5XIRA (0.29% +0.06%) HE, 12
41 (21.52% +0.54%) HMIFET-HTHE (P<0.05) ;
SET 4, TR4AHIA] (5.29% = 0.49%) 4l
FETREEIL (P<0.05) (K]5).

X AR

ST AN
TR4 AL FRAH

Tp4 treatment group

XfHRZL BV2 A L2 IEH I ST, AL 5

TR4 LB MM A M T2 W] B s

NLRP3

20 kDa

cleaved caspase-1

GSDMD-N ! ' —' 1

Western blot 12l & A& T @ EEX BB RIEFFE

30 kDa

36 kDa

E 4
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X HEZH fErd TR4 4bBEZH
Control group Pyroptosis group TpB4 treatment group
A0 T3 (8T 06% 3003 TP2(5534% P3(22.02%)] [RARBH P3(5.06%)
> A o ; o : 4 .
X : :

SSC-A

TTTIIm T T oo T T iy T T T i UBESLELELELLL S B R R R R R R R AR

GI T LEREALLLL T T T Ty LELRRRLLL T T 1T
102 10° 10* 10° 10°102 10° 10* 10° 10°10? 10° 10* 10° 10°

PE-A

E5 PIEeRNMMEAKNEHEBV2HMET R PE-A W34 PLYSOGAE 5 198 Gl i ARG 55 SSC-A
S EAERME S P2 (SR(0) S PIRAMEDGANN, PIREIT (RB(h) MBRMEZEANM .

2.5 TRAFTET KA T BV2 40 mtROS 4 & B ZH (43288 +2717) MFI & T X HE2H (18324 «

A 1816) (P<0.05); TR4 4b ¥ ZH (32660 +1927)
A ARG I mtROS K45 R R, ME12 MFUIRTFAET 4L (P<0.05). LK 6,

@ X R4L Control group
O T4l Pyroptosis group
O TR4 AL FEZ TB4 treatment group

g 51
83
T Tom s Bl | P aT——
10" 10° 10° 107
SRR

Mean fluorescence intensity

E6 MitoSOX il &4 mtROS 7k F FET AT m X AL, TR4HAF- ¥ BTl

3 iTfig . ABEMARIESCER " EFEME L,
MM AET IR — i B e T E A . et

SAE J&: " 8 M BERE B WL R 00k Y, AR T BRAROME NLRP3 45 48 i /MASTEU 41 i 4 A &

H T4 X SAE i CHR 25 5 4 b6 7 B, Bf5 5 o NLRP3 G 4L )5 Al caspase-1 I UIHI T
R BB R . A e Y B GSDMD-NEE [, 51K RAE A0 M AR T F it
PEorF, J& H TR R A FCIL-18 . TL-18 S H 1, WEIRAnpuiisitg, B
SAE ZJRbLa 28 7, Hpsh g e R BNEWBIE, FEolt KRR InEHL W0 =,
SAE KA KA. SAE Lt i, B AP R, TR M /IMA KO S 48 3 % 7T 52 it
SRR TG A 2 AN N, ISR AN SAEARRIZhY A RIS R 2 KRRER 2 B A2 Ak
VER R 2 R G0 A e i, XPAERF I ER  FR S P sh 0 HU308 AT 3 sk 410 i /0N e 5 40 B % £
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IR TCEET X SAE RHERITER ' k5
ANASCUE S 70N Jo 440 B £ T 2 i R SAE i B8 495 11
Rt A 5, A aE B ) /DN o 4 B v L S AR T
BB IAIT SAE BIEAENE

TR4 AN Z Rk, I J##% NF-B i
AN RAE , RN EERIR A SCRAEN T [
BRI YRIE A > FEM G R EPBIA
TR4 P HP /INKE AN MG £k . I8 52 PR B
R IER P ik, T4 Z 5/ 4y
PEAE H AT G 8 Bl 28 JRE « IR 2 oe i,
$ERHAE SAEVRYT h HAS IS S RN FH A {8

ARG R BN, 7 0.25~2 we/mL ¥ 7
PN, TRAXT BV2 21 A 3 48 5 1 1 JC B B Al /E
MTRA R IE ] 4 pe/mL B, M IS T3 BN BRAL T
o ZZE R SREEM ST " —3, IS EMEZ AR
T4 JCH WA B . J5 2R I LPS B Nig il 34
FFE BV2 I AR T4, ME4EL SAE i ELR S T /)
AR AL TR . & LPS+NigiE 3 )m, 6%
T 1T UL BV2 41 S PR SR AR TR A ks
ZTRA TG, MEETIEASH M, 28U
WEE AT, AiIE s TR, Hfa P @A
N R e 7 A o 1 = = = 2 A
Western blot 45 W g /x , T4 7] T ¥4 NLRP3,
GSDMD-N. cleaved caspase-1 5 [13¢1k ; 2 §% %50
56 % 52 B PCR Al ELISA Kl 25 5 oR , 1L-1B %%
TSI RRAG . ARG R ELR, T4 X} LPS+
Nig 75 T 1/ ST 4 At A 7~ EL A B B A0 kA o

UL, KRR 2 R GE A0 v] 3 8L STING 15 %
I S R PRSP, % RO AN S & RRE R
51 RFRENE, Sl fEdtgpstr, 2%
Z R RGP & R R E LS P AT
FEEREIR, TR4 TR i p-IRF3, p-STING 4&
FIKSF-,  [R]EHAAIR TFIT1 A IFN-B mRNA %35, 2
7 TR4 1] e 1 31 ] STING 3 56 3% 1k & 5 40 R 3%
N IR mROS 25 5 R, TR4 T nT b 2 )ik
DEET RS mROSZE %, UEBHHBRPT R AE ISP,
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