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IncRNA MEG3 regulates the NLRP3/caspase — 1/GSDMD pathway to affect the sensitivity
of triple — negative breast cancer to paclitaxel

YU Bing', YANG Xu’,CHEN Zhimeng” ,LEI Meng’

"Center for Drug Evaluation , National Medical Products Administration , Beijing 100022 , China;* College of Science , Nanjing Forestry U-

nwersity , Jiangsu Nanjing 210037 , China.
[ Abstract] Objective:To explore the effect of long non — coding RNA (IncRNA) maternally expressed gene 3
(MEG3) on the sensitivity of triple — negative breast cancer (TNBC) to paclitaxel (PTX) by regulating the NLR
family, Pyrin domain containing protein 3 ( NLRP3)/cysteinyl aspartate specific proteinase 1 ( caspase — 1)/ gasder-
min D (GSDMD) pathway. Methods; TNBC drug — resistant cells MDA — MB —231/R were induced by gradually in-
creasing the dose of PTX intermittent action method, and qRT — PCR was used to detect the expression of IncRNA
MEG3. MDA — MB -231 cells were divided into control group (untransfected + PTX) , Vector group ( empty vector +
PTX) ,pcDNA3. 1 - MEG3 group (pcDNA3. 1 - MEG3 expression vector + PTX) ,pcDNA3. 1 - MEG3 + BAY11 -
7082 group (pcDNA3.1 - MEG3 expression vector + PTX +5 pwmol/L NLRP3 inhibitor BAY11 -7082). qRT - PCR
was used to detect the expression of IncRNA MEG3 after transfection. CCK — 8 method was used to detect the prolifer-
ation of MDA — MB -231 cells. The pyroptosis of MDA — MB —-231 cells was observed by immunofluorescence stai-
ning and scanning electron microscope ( SEM). Western blot was used to detect the protein expression of NLRP3/
caspase — 1/GSDMD pathway in MDA — MB - 231 cells. In vivo tumorigenic assay was used to detect tumor mass. Re-
sults ; Compared with MDA — MB —231 cells, the expression level of IncRNA MEG3 in MDA - MB -231/R cells was
significantly reduced (P <0.05). Compared with the control group, the cell proliferation inhibition rate, number of
GSDMD — N * cells, cell pyroptosis, cell apoptosis rate and the expression level of NLRP3 , cleaved — caspase 1/ caspase
—-1,GSDMD — N/GSDMD proteins in the pcDNA3. 1 — MEG3 group increased significantly ,and ICy, , tumor mass re-
duced significantly (P <0.05). Compared with the pcDNA3. 1 — MEG3 group, the cell proliferation inhibition rate,
number of GSDMD — N * cells, cell pyroptosis ,cell apoptosis rate and the expression level of NLRP3,cleaved — caspase 1/
caspase — 1, GSDMD — N/GSDMD proteins in the pcDNA3.1 - MEG3 + BAY11 - 7082 group reduced significantly,
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and IC,, , tumor mass increased significantly (P < 0. 05). Conclusion: Up - regulating the expression of IncRNA
MEG3 can promote the pyroptosis of MDA — MB —231 cells by activating the NLRP3/caspase — 1/GSDMD pathway,
thereby increasing the sensitivity of TNBC to PTX.
[ Key words ] maternally expressed gene 3,NLR family, Pyrin domain containing protein 3/ cysteinyl aspartate specific
proteinase 1/gasdermin D, triple — negative breast cancer,paclitaxel, sensitivity
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[BE] B8 HEKREKEEIE% IS RNA (long non — coding RNA , IncRNA ) £ 22 353 A 3 (maternally expressed
gene 3, MEG3) J##% & NLR FKJi% Pyrin 3 H 3(NLR family, Pyrin domain containing protein 3, NLRP3) /% 2} it
R B K & E R E /K f# [ (cysteinyl aspartate specific proteinase 1, caspase — 1) /78 2 & D (gasdermin D,
GSDMD ) i #5%F = B PEFL R IE (triple — negative breast cancer, TNBC ) X 8 2 ( paclitaxel , PTX ) S M 1 520
77 i RN PTX A ERNY Jr k1755 TNBC Tif 25402 MDA — MB - 231/R, qRT - PCR #2ill IncRNA
MEG3 235 ;% MDA — MB - 231 Zi il 43 % B4 ( R Ye + PTX) | Vector 41 (25 # 4K + PTX) .pcDNA3. 1 -
MEG3 41 (pcDNA3. 1 - MEG3 FiA# K + PTX) .pcDNA3. 1 - MEG3 + BAY11 —7082 £ (pcDNA3. 1 - MEG3 %
JE#AA + PTX +5 wmol/L NLRP3 415 BAY11 -7082) ,qRT — PCR #:M%#5 445 IncRNA MEG3 3% ;CCK - 8
AL MDA — MB — 231 £ 038 5 175 00 5 38 4 6 95 9 S Y £ A4 44 L 4% ( scanning electron microscope , SEM ) M
£ MDA - MB - 231 AT L ; Western blot #5i1] MDA — MB - 231 4H /s NLRP3/ caspase — 1/GSDMD 3 [
T 23 MR N BRSO RS e T, 458 . 15 MDA — MB - 231 4 i Af [, MDA — MB - 231/R 4fl fig
IncRNA MEG3 kKB E IR (P <0.05) ; 53 AL L, peDNA3. 1 — MEG3 4140 ig 4% 45 411 1 % . GSDMD
- N e AT AN T-% & NLRP3 | cleaved — caspase 1/caspase — 1 ,GSDMD — N/GSDMD ik 7K
-5 N 1C, iR i AR (P <0.05) ;5 peDNA3. 1 - MEG3 4H4H X, pcDNA3. 1 - MEG3 + BAY11 -
7082 ZH 2 Hu 34 FE AN 28 GSDMD — N * 4H MUt A4 £ T 4B M8 -2 2 NLRP3 | cleaved — caspase 1/caspase
~1.GSDMD - N/GSDMD K3k /KF- 5 AR, 1C,, e BT it 2 E 44 m (P <0.05) . #5i8: 1134 IncRNA MEG3
K] ST NLRP3/ caspase — 1/GSDMD 3@ i, /2 F MDA - MB - 231 #AE T, LA i TNBC Xf PTX 1)
BB

[ X8I | BERFAIH 35,9 NLR ZJi% Pyrin S 1 3/ 3L MR 19 KL MR UK/ 15 % £ D; =B

FLIRIE s A s U
[FE4FES]R737.9 [ SCEkERIZES ] A
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=B FL IR (triple — negative breast cancer, TNBC ) 1F
P B R AR R (0 g, R I ME R S A (es-
trogen receptor, ER ) | 22 {8 & Z {& ( progesterone receptor, PR)
AN A K FFZ A - 2 (human epithelial growth factor re-
ceptor -2, HER - 2) BYZRiAH , i T TNBC FRBK B 7 F 3=
IR X R ) VAT S AT ek Y T
Z A2 TNBC IRYT 19 FZF-Be, (H I S AZ B ( pacli-
taxel , PTX) S5AYT 2454 2 foff fi e 4 J0 7 A 1 245 4 , Bl v 7
R, = FEEZ IR TNBC SR (A A7 4 DRt A 06 B S 3 i
TLI7 LI UL 7k . K EEIE SRS RNA (long non — coding
RNA, IncRNA ) #% 7€ X0 o4 i BE 77 HAC BE K F 200 nt #Y
RNA #5642 59 2 R0 A W2 7 ik JLAE , Z250F
FEUE AL g Ay ot 25 v rh B AR Y BERIGA
K 3 (maternally expressed gene 3, MEG3) /£ J—Ff IncRNA
CL B AL TNBC 4ilffd (MDA — MB - 231) " {IRER3A i
HF A3 e S NLR ZK % Pyrin 38 11 3 (NLR family,
Pyrin domain containing protein 3, NLRP3) /& 2 Bt &2 ) K 4
IR 5 H K fift B ( cysteinyl aspartate specific proteinase 1,
caspase — 1) /14 B2 & D ( gasdermin D, GSDMD ) i % K if5 5
MDA - MB - 231 4l s =, il R U e fH6F 3
VA2 B E TNBC PTX it 24544 v 9 BIF5E f A5 450H , PRt A
5T LA s X AR 5T, S TNBC PTX ifit 25 1k ) o IR AR {3t 8
BRI TR L
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1 #MRE5HE
1.1 ¥

AR B W) S N L WA B BL K 24 3K ) 20 HSPF 4
Balb/c # i, K5 18 ~ 22 g[ ¥ Al IiE: SCXK (¥ ) K2020 —
0004 ], S SL I ARAFASBE sl 10 BEZE 53 AL
1.2 XFIF0LEE

TNBC 4/t 2 ( MDA — MB - 231) RPMI - 1640 % 37 3
(CL -0150 ,PM150110B, R P A= R A BRA A ) 5 28
A2 ([ 24 i 7 H20067535 , 47 B B 7 il 25 B B PR A 7))
Annexin V - FITC/Pl i 8 T- KR F) & ( LBl g8 AL W4
ARABRZF]) ; Lipofectamine™ 2000 Transfection Reagent( |- 7
FHAYRE AR ) ;5 A RBGRT & (LA RN A
B BRA T ) s BCA 2 R £ (b 5T HE %6 35 4= 9
AR A BR 2 #]) ; Goat Anti — Rabbit IgG H & L(HRP) %k
NLRP3 ,GSDMD , GSDMD - N $tif 2% 3% —HT ( Abcam ) ; CCK
— 8 i A (AT LA ) T AR BR A ] ) 3 S di caspase —
1.B — actin HL A ( Cell Signaling Technology ) ; 5Z B 9% Y 5 1t
PCR ¥ B 48 Gentier 48E/48R ( V4% K ERI B A R A A ) |
AN IAY ( LR AR A7 BR A AT ) 5 QuickGel6200 BE
e AR G0 [ Bl (M) AR TR A TR A ]
1.3 Ak
1.3.1 MDA -MB -231 ffiE3 % MDA - MB - 231 4i
MudeFp 2] RPMI - 1640 55558 (& A 10% WG4 103 ) 5
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B THMEEIRAE (37 € 5% CO,) TR B G 2 80% .
1.3.2 TNBC MMM AET KX 5 K% MDA -
MB - 231 Yl EzFP FIE M ISR 24 h )5, A 0.1 pg/mL
PTX 3535 48 h 5 3R 85 30 W, FHAS & PTX WY R5 IR K5 72 40 i
BREAERBIITER, RS HE 0.1 pg/mL PTX MEE5E
WG, it 2 =W 8% 0.2 pg/mL PTX B HE 57
W MR IR, BT T 3 pe/mL PTX M85 55
HRa R K I A1, BI4E TNBC it 25 40 i MDA — MB - 231/
Rm .

1.3.3 ¢RT - PCR #&ill MDA - MB -231/R X% &% MDA
—MB - 231 #H i f IncRNA MEG3 % i%  Trizol 4% H
MDA - MB -231/R } 440 MDA - MB - 231 Zfififi #1 RNA, %
W RE e 4 Y8 5 IS 5N ¢DNA |, RUHCH R | #5147 qRT -
PCR #&: (% 5 AN FL) , L GAPDH HNZ (BI¥F5 03 1
Fias) 2" 42944 IncRNA MEG3 ik,

*x1 5IMF5
Tab.1 Primer sequence
Gene Upstream primer (5'-3") Downstream primer (5" -3")
IncRNA MEG3 GAGAAAATGCAGGCCGAGAG CCCCATTACTGTCCCCAAGT
GAPDH TGTTTCTCGTCCCGTAGA GATGGCAACAATCTCCACTTTG

1.3.4 54K MDA - MB -231 4% 4 MDA - MB
-231 4HMI(5 x 10° /FL) B = 6 FLAR (% 5 NEFL) hi
55 I BE IS 3 Lipofectamine™ 2000 iR # &4 &Mk E N 5
nmol/L f%5 4K B pecDNA3. 1 — MEG3 43-5%% % MDA - MB
-231 i, fE A Vector 24 A1 pcDNA3. | - MEG3 41, 8537
48 h, ¥ IncRNA MEG3 %3k,

1.3.5 CCK -8 i1l MDA - MB —231 g 4%
A YL )5 1) MDA — MB - 231 4 ig 45 £ 96 FLAR (8 x 10°
A/ S AETL) R 24 h S A IR IR (R Y +
PTX) . Vector 4 ( %5 # {& + PTX) . pcDNA3. 1 — MEG3 4]
(pcDNA3. 1 - MEG3 3RiA#fA& + PTX) .pcDNA3. 1 - MEG3 +
BAYI11 - 7082 4 ( pcDNA3. 1 — MEG3 FiA# K + PTX +5
wmol/L NLRP3 #I5] BAY11 —708217)) | #4043 143 i 200
pL 75 1.3.6.12 24 wg/mL PTX BYIEIEIE, K537 48 h 540
10 pL (Y CCK -8 ¥l , 4k 2285557 2 h, (i FIRBAR{XAE 450 nm
WA Ab I 58 H G2 BE (optical density, OD) {H, 7158 MDA -
MB — 231 4 Jfl % 38 58 40 i 52, 200 0 A 2 A0 A0 R (% ) =
[ (XFHE4L OD fi - 55040 OD fH ) /(X HE4H OD 1l - =S H 4
OD fH) ] x100% .

1.3.6 MBETHEREN LI B4 1C,, 1 PTX ¥ kb TH
AL AN, TR A AN A IS PBS 36 3%, 48 20 min 22 58 i
(4% ) & B 25 min 1L 2 175 2 )5, GSDMD - N — $i
(1:200) & T, #OGIFE Cy3 PRIt MIZENE ZHi(1: 500)45
min; B A (EFHHII K TN I ) , 2806 B T,
4 PBS VE VR B R T I R (3% 2 h) kR (1% /
1 h) [ GE BEK T A B 2s W 430 P W 4 4 A B
('scanning electron microscope , SEM) T W%%

1.3.7 Western blot #illl MDA - MB -231 R NLRP3/
caspase - 1/GSDMD BEREARIE IWESHMET EP &
B IN RIPA 2R 1 24 v 4 B4 i B 3 11, JR (8 BCA %
BT BT B 40 g SR FL#EAT SDS - PAGE HL ik, #4 2E

4B 552 0.22 wm PVDF 2,1 h JBBEDW: (5% ) EH4 4 °C
VKAE TP RO B S P NLRP3 | caspase — 1B — actin, GSDMD ,
GSDMD - N, cleaved — caspase 1 FTIAK (1:1 000),5%F 2 h
HRP JFFRiC 1L 2505 1gG ZH1(1:1 000) , ECL i {5, BEfE
FRAZAIRER | Quantity One FR1F R G 4HT 45 2570 K FE(H, 11
H. caspase — 1 NLRP3 .GSDMD A& &2 (FEE 5 1K),
1.3.8 {EAMEELE ¥ Balb/c #REBEHL (5 H/4)
X HRZH  Vector 41 . pcDNA3. 1 - MEG3 4 . pcDNA3. 1 — MEG3
+BAY11 - 7082 4 ; 4 Vector }2 pcDNA3. 1 - MEG3 21 Jiii
kG MDA - MB - 231 4 J5 179" KRG 3%, e 25 K i
T 1 i 2 R A e A LS AT AR AR X, 33 RT - PCR 4
MEG3 &K 741, 18S rRNA N NS, %52 FHME v b, 45
BN FSE Y 2B ML AT AR PTX B2 BAY11 - 7082 48 h 4b
PR, FEST(0. 1 mL, 1 x 107 4~/mL) Z #5220 55 2l iz
T,28 d JG A% UM A 2O FR i (A ER 5 A,
1.4 ZitHEFHE

SPSS 20. 0 #AFGE T4 Hr il , 312 I8 + brifi 22
(xxs), ZHA HLEAT one — way ANOVA , #E— LG L8 AT
SNK - ¢,P <0.05 NERHRITH¥EX,
2 H#HE
2.1 IncRNA MEG3 7Z& MDA - MB - 231 A1 % MDA -
MB -231/R i1 h R i% K FE LL 5

5 MDA - MB - 231 4 Jiii *h IncRNA MEG3 2 ik 7K -
(1.01 +0.02) A £, MDA — MB - 231/R 40 Jift ' IncRNA
MEG3 #ik/KF (0.36 0. 05) B MK (1 =26.990,P <
0.05), WK 1,

0.5 4 *

of IncRNA MEG3

Relative expression

0.0 T T
MDA-MB-231 MDA-MB-231/R

A1 IncRNA MEG3 /& MDA - MB -231 4@ &% MDA - MB -231/R
2 il RE KR R
5 MDA - MB -231 @afaAait, = P <0.05,
Fig.1  Comparison of expression levels of IncRNA MEG3 in MDA - MB
—-231 cells and MDA - MB -231/R cells
Compared with MDA - MB -231 cells, * P <0.05.

2.2 &% MDA - MB -231 ZHffa s IncRNA MEG3 Ri%xk
FEbEg

EXF I IncRNA MEG3 ik /K (1.01 = 0. 02) #f
L, Vector 41 MDA — MB - 231 ZHJg ' IncRNA MEG3 3 35 /K
F(1.00 +0.04) LB FAM(g=0.113,P =0.997),
pcDNA3. 1 - MEG3 4 ' IncRNA MEG3 % 35 /K 3 (2.31 +
0.34) WEBM (¢ =14.682,P <0.05) , WK 2,
2.3 &% MDA - MB -231 I8 15 bL &%

SX} BRI, Vector 21 MDA — MB — 231 41 Jfd 384 78 41 i
LI EAR (P >0.05) , pcDNA3. 1 — MEG3 ZH 4 jfi 34 55 410
TR E W (P <0.05) ;5 pcDNA3. 1 - MEG3 A b,
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pcDNA3. 1 — MEG3 + BAY11 — 7082 ZH 4 ifg 54 5 3 4 % @ 3%
PR (P <0.05), WLIE 3, S5xF BRI, Vector 41 Icﬂﬂﬁig
ARAE[ (14.32 £1.50) wg/mL vs (14.05 +1.37) pg/mL] (P >
0.05) ,pcDNA3. 1 — MEG3 4 IC,, 8 3 K[ (14.32 +1.50)
pg/mL vs (7.65 +1.18) pg/mL] (P <0.05) ;5 pcDNA3. 1 -
MEG3 it , pcDNA3. 1 — MEG3 + BAY11 - 7082 4 IC,, .
FWAN[(7.65 £1.18) pg/mL vs (11.57 +1.68) wg/mL] (P
<0.05),

%

-

8]
1

|

Relative expression of
IncRNA MEG3

0 T T T

Control Vector pcDNA3.1-
group group MEG3 group
B2 &4 MDA - MB-231 29J2F IncRNA MEG3 ik K-F rbik
Ltk « P<0.05,

Fig.2  Comparison of IncRNA MEG3 expression levels in MDA — MB —
231 cells in each group
Compared with the control group, * P <0.05.

2.4 %1 MDA - MB -231 fHf & T 1ER L

%R AH |, Vector 2H GSDMD — N * 40 i 02 0 i 3
L (P>0.05) , peDNA3. 1 - MEG3 4 GSDMD - N * 41l il %%
HWEWM(P<0.05) ;5 pcDNA3. 1 - MEG3 41 L 4%,
pcDNA3. 1 — MEG3 + BAY11 —7082 #{ GSDMD - N * 4fi 1§ =&
WEW A (P <0.05), SEM Z55 BoR, X B2 K Vector 41
MDA - MB - 231 4 Jiid 5 371 5 L0 49 IR 5k JE | pcDNA3. 1 -
MEG3 21 MDA - MB - 231 4l fitd H £ ffr i , o 3L S 3R 1 0
5 pcDNA3. 1 - MEG3 41 b4, pcDNA3. 1 - MEG3 + BAY11 -
7082 M kB (B4 -5)

SEM

GSDMD-N

Control group

Vector group

S 100 4 N

g

= 80

=

2

5 60

2

£

_§ 407 —e— Control group

= —&— Vector group

< 204 —4—pcDNA3.1-MEG3 group

= —¥—pcDNA3.1-MEG3

ks # +BAY 11-7082 group
T

0 T T T T
1 3 6 12 24
Concentration(pg/mL)

3 &%0 MDA — MB —231 #m 3% st 44 & po 5
LA, « P <0.05;5 pcDNA3. 1 — MEG3 4148 tb #P <
0.05,

Fig. 3

Comparison of proliferation inhibition rate of MDA — MB - 231
cells in each group

Compared with the control group, * P <0.05. Compared with pcDNA3. 1
- MEG3 group,#P <0.05.

2.5 #&*%H MDA - MB - 231 #fffi 7 NLRP3/caspase — 1/
GSDMD i# B & A RIEKF L4

SRtIELHARL, Vector ZH MDA — MB - 231 4ii i NLRP3 ,
cleaved — caspase 1/caspase — 1 ,GSDMD — N/GSDMD %35 G
WEAA (P >0.05), pcDNA3. 1 — MEG3 41 % NLRP3,
cleaved — caspase 1/caspase — 1 ,GSDMD - N/GSDMD £ ik
FHEIN(P <0.05) ;5 peDNA3. 1 - MEG3 444 kb, peDNA3. 1
~MEG3 + BAY11 - 7082 41+ NLRP3, cleaved — caspase 1/
caspase — 1 .GSDMD — N/GSDMD ik i ZFEAK (P <0.05),
ILE 6 -7,
2.6 SARRENMBERELR

53t PR AR B4 P9 g i [ (0. 82 0. 06) g] #H L,
Vector /iR Bttt [ (0.84 +0.08) g] K H L IL(P>
0.05) ,pcDNA3.1 - MEG3 41 M BT & [ (0.35 +0.04) g] i
FWH/N(P <0.05) ;5 peDNA3. 1 — MEG3 4 A4H I, pcDNA3. 1
- MEG3 +BAY11 -7082 2 /g it [ (0.54 +0.07) g] B3
WP <0.05), W& 8,

pcDNA3.1-MEG3 group pcDNA3.1-MEG3

+BAY11-7082 group

B4 %95 5%k A SEM ML 4 e £ = (GSDMD — N x200,SEM: x5000)

Fig. 4

3 g

TNBC 25 7LIRIE 1) 20% , H 5 HAth 2L R g S 2L AH
HA W R AL, Tk 228 1, R R SRR
KRB RS PTX J2i697 TNBC i 2 i WL A1k 24

Immunofluorescence and SEM observation of cell pyroptosis (GSDMD — N x200,SEM: x5000)

Yy, TR SO A SRR, BEL 40 AR &) 4 20 A, BEL DT &1 i
A4 DT BEL L g6 401 A 39 A, JEL K 00 ol T ot ol % i 245 4 ) =
A REUE TNBC 5828 Bk BOafyr R E 2R A, K L iR
5 PTX (UM R IRY7 TNBC 19— B Z5Emg -1
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W

Number of GSDMD-N" cells
(number/field)
=

Ji  FLIRE SE AN R i b R IR B R T HOIL B R S 9 R
BTG A RAG 5, PR ie R B 8 2 TS 09 v 26 T30
AR Y, IneRNA MEG3 0] 3@ aof 411 ] TNBC 41 Jig
(MCF -7) # ¥ «B(nuclear factor kappa — B, NF — «B) iffl i

5 - TR S AUA T IncRNA — MEG3 31 %6 ik AT 3 341
oL 1 1 : . FME 1% S S s T 3( signal transducers and activa-
R Q(}c\& ‘Qfo‘? X %@0 @Q’C;i:\& tors of transcription 3, STAT3) 15 5 18 J% K B 1% & I8 40 i
& QQ& (BGC823) 1 1, 5 F A 1=, IR i1 BOC823 2 MU X1 1 119
2 S HURAE . IncRNA MEG3 7 %35 7] fHL% MDA - MB - 231

s W HIMCF —7 A1 A BRCRIGERS , DR HE 0P 35 T 48 5 40 M

H5 &4 MDA - MB -231 % & JLibd
Lt atait, « P <0.05;5pcDNA3.1 -MEG3 484816, #P <0.05,
Fig.5 Comparison of pyroptosis of MDA — MB =231 cells in each group
Compared with the control group, * P <0.05. Compared with pcDNA3. 1 -
MEG3 group,#P <0.05.

IncRNA AL L2 IR EE S 5% HE ¥
KIS 5EER %A | IncRNA MEG3 3£k T AKIE®
L G — BRI BT T3 2 £ 5 e
YA & E DT BEAE T, 5T & B, IncRNA MEG3 7 ‘& £

1.0

ZiWNATT B BURAENS . IncRNA MEG3 3 3 35 1l 5 i 410 ki
miR —4513/PBLD fi{£ #F MDA - MB - 231 40 g 1, 4 i 41
M7 M 42 28 BEAR PTX Y 1C,, 177, A#FSE & 3, IncRNA
MEG3 7E TNBC Tit 2541t &% MDA — MB - 231/R 4+ ik
BRI, ot Fe ik vl B 25 8 fin MDA — MB - 231 200 3% 5if
IR, BEAL PTX 1Y 1C, S M Bt =, 5 1 A F 58 45 SR 40
W) %R IncRNA MEG3 33t 3 3k 7T 45 %5040 il MDA
- MB - 231 #iAExt PTX Ayt 251k , 38 susdk , BAa1E N7
fik TNBC it 25 P A A0 A W Tl e

2.0 1.5
* n
1.5 . 0.8 *
0.6

GSDMD-N/GSDMD

S =) —

o n =
“__H

-

NLRP3 relative expression
o o =~
> wn o
cleaved-caspase 1/caspase-1

: 0.4
L 0.2 ’l‘ ’l‘
0.0 T T
x&Q @QQ

o 8 8 & S S 8
\% “’2 mfé @Q/ <© \Y ¥ NI \‘72 ‘°é ,\}Qé @Q’ S
<L O @G N (»% & ) < N & & < RN
& & W > & W N A S @ W 5P
¢ S ¢ 3 S ¢ 3 S
ey RN &) Q% N o 3 Q
SR R A NS
QoQ ® QOQ ® QQQ ®

B 6 &% MDA - MB -231 Zufe ¥ NLRP3/caspase — 1/GSDMD il 383 & F ik K F gk
LA RAAA, « P <0.05;5 pcDNA3. 1 - MEG3 2848k #P <0.05,
Fig. 6 Comparison of NLRP3/caspase —1/GSDMD pathway protein expression levels of MDA — MB —-231 cells in each group
Compared with the control group, * P <0.05. Compared with pcDNA3.1 — MEG3 group,#P <0.05.
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Fig.7 NLRP3/caspase — 1/GSDMD pathway protein expression of MDA
— MB -231 cells in each group by Western blot
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Fig.8 Comparison of tumor size in nude mice of each group
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