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Tianxiang Pills Alleviates Myocardial Cell Pyroptosis in Rat Model of
Myocardial Ischemia/Reperfusion Injury by Inhibiting Oxidative Stress via
ROS/Caspase-1/GSDMD Signaling Pathway

ZENG Fei, HUANG Hao, CAO Yu, XI Yaoming, LUO Jing’
(Traditional Chinese Medicine Inheritance and Innovation Center,

The Fourth Affiliated Hospital of Xinjiang Medical University, Urumgqi 830000, China)

[Abstract] Objective: To investigate the mechanism by which Tianxiang pills (TXP) alleviates myocardial cell pyroptosis
in the rat model of myocardial ischemia/reperfusion (I/R) injury through modulating the reactive oxygen species (ROS)/cysteinyl

aspartate-specific proteinase-1 (Caspase-1)/gasdermin D (GSDMD) signaling pathway. Methods: A total of 54 SPF-grade adult
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male Sprague-Dawley rats were randomized into six groups (n=9) : sham (thoracotomy only without ligation) , I/R (left anterior
descending coronary artery ligation for 30 min followed by reperfusion) , NAC (positive control, N-acetylcysteine, 150 mg-kg™,
by gavage) , low-dose Tianxiang pills (TXP-L, 2.5 g-kg"', by gavage) | , medium-dose Tianxiang pills (TXP-M, 5 g-kg', by
gavage) , and high-dose Tianxiang pills (TXP-H, 10 g-kg"', by gavage). The fluorescent probe method was employed to measure
the ROS level. Biochemical assay kits were employed to determine the Caspase-1 activity, superoxide dismutase (SOD) activity,
malondialdehyde (MDA) content, and glutathione peroxidase (GSH-Px) activity. Myocardial infarct size was assessed by 2,3, 5-
triphenyltetrazolium chloride (TTC) staining. Western blot analysis was performed to evaluate the expression levels of proteins in
the ROS/Caspase-1/GSDMD pathway, including GSDMD, cleaved Caspase-1/Caspase-1 ratio, the N-terminal domain of GSDMD
(GSDMD-N), and the p22-phox subunit of the reduced nicotinamide adenine dinucleotide phosphate (NADPH) oxidase complex.
Enzyme-linked immunosorbent assay (ELISA) was utilized to determine the concentration of interleukin-18 (IL-18). Transmission
electron microscopy (TEM) was employed to observe mitochondrial structure and to score the degree of mitochondrial swelling.
Results: Compared with the Sham group, the I/R group exhibited elevated the levels of ROS, Caspase-1 activity, GSDMD
expression, IL-18 concentration,
GSDMD-N, and p22phox and decreased activities of SOD and GSH-Px (P<0.05). Compared with the I/R group, NAC and
different doses of TXP significantly reduced the ROS level, Caspase-1 activity, GSDMD expression, IL-18 concentration, MDA
content, infarct area, and mitochondrial swelling score. Moreover, they downregulated the expression of cleaved Caspase-1/
Caspase-1, GSDMD-N, and p22phox and increased the activities of SOD and GSH-Px (P<0.05). Furthermore, TXP exerted
effects on ROS, MDA, SOD, GSH-Px, Caspase-1 activity, GSDMD expression, IL-18 concentration, cleaved Caspase-1/
Caspase-1,

MDA content, infarct area, mitochondrial swelling score, cleaved Caspase-1/Caspase-1,

GSDMD-N, p22phox, infarct area, and mitochondrial swelling score in a dose-dependent manner (P<0.05).
Conclusion: Tianxiang pills alleviates myocardial I/R injury by mitigating oxidative stress and cell pyroptosis through the
inhibition of the ROS/Caspase-1/GSDMD signaling pathway.

[Keywords] Tianxiang pills; reactive oxygen species/cysteinyl aspartate-specific proteinase-1 (Caspase-1)/gasdermin D

signaling pathway; myocardial ischemia/reperfusion injury; rat; pyroptosis

O JUUBH i 5 3 1 (/R ) 453 £ /2 2P O LA BE

697 Ja W™ T R, HAZ O B B MR
(ROS)%%Z%Ikﬂﬁﬂ%f”b@“&ﬂiﬁfif“”o if i
ROS AL B #4505 .00 WLAH L, 348 7T 00 48 0 /AR
R 32F JOE K B 11 -1 ( Caspase- 1) #8940 Al 170
1 K2 2 D(GSDMD) 1 o £ T AT 3 1, 26 1Y
N i 45 14 3k (GSDMD-N) 7 4H i B | % £L , 7 35 4t il
VA RN AR GE DA T 1 40 A R -1B(IL-18) Bl , i — 45
PR WU, W5 FE W, # 17 ROS/Caspase-1/
GSDMD {5 53 % ] i 2 08 5% VR 46144, {5 B A1l
PR Z 8 UK EE IR YT 259 o B AR R T N- &
o222 (NAC) A 3 o 75 %k ROS 4% VR 451475 , 1H H 3
B AR R BR B P R AR ARk R 2 E
T U Z2 153 2280 A A 34 i R F 5 A e

KA FHE I E O 4 G L KWL R
7;213’]( VI KRS RN I EA =S NI = R

Z B E WAL T SRR YT O A B 1 T
J T 9 0 52 H AT o s o0 LBk i, AR T X
ROS/Caspase-1/GSDMD {5 il 1 i) ¥ #2548 FH i A
BB AR R 4l M T AR O L R A
oY G BEAE FH © i UE S, (H op 2590 4 £ T i 2L A )
THLHRIBF I A 8 =, % 135 18 3 73 S 56 1) ) HE 2

205 B ) R OGRS AR WF 5k T ROS/
Caspase-1/GSDMD {55 55 i i Jf 25 & U Ak B 3 5 40

- 144 -

PR TR B PR &R L B R R R & PR O L
IR 543 (R TR JA L, Ry 40 Ji8 R AR PR O 148 9 9 16
7 v Y 0 AR S B AR AR | O S I B 1) 40 R
PEFC T Y v 2455 5K W B9 B e B A

1 ##

1.1 ¥ 54 5 SPF % Ik i AF SD KB, 14 i
220~250 g, M [ 8 58 BE R K22 S0 s sh bl 5L
SR PR A R IE S SCXK () 2022-0003 ., 3 4 1wl
IR T W ER R RS9 S W) ol SPF LB W) B, 1)
FRIABE B 22~26 °C , AH XTI B 40%~60% , 12 h ol
ME/12 h B 28, A R OK .

1.2 B AR A W) SRR & e
RSN 3 I R (o | AR (I (P i A=
20230918,

1.3 ikH NAC(ZEE Merk A Al , 4l J#>98%, CAS
5 106-87-6) ; K Fr P+ UKL (G i B2 B} K22 B e rh B2
= Bt , 415 397 25 11 7 220040820) ; GSDMD Fi 44 | 51
Y] 19 (cleaved) Caspase-1 47 & | Caspase-1 T & .
GSDMD-N $i 4 | 4 Ji 7 8 P fle Ji W2 08 — % 1 1R 1%
1% 48 Ak i 52 4 1K p22-phox IV 3 (p22phox) Hi i . H
T T -3- W R S (GAPDH) K 4T %o e & Bk R
(Ig) G- i A AL W) i (HRP) —Ht (L [E CST A vl
5 43 5 A 100434 89332, 2225, 93709, 4380,
2118,7074);2,3,5-FA b =R FL VO A M (TTC) Y2 4



H32 55 184
202649 H

HEXBAFZRS

Chinese Journal of Experimental Traditional Medical Formulae

Vol. 32,No. 18
Sep. ,2026

) £ Caspase-1 1% PR & o E ALY B4k
it (SOD ) ¥ K5 I 7] 6 79 8 (MDA ) A6 0 3 551
& A BEH IR A ) B (GSH-Px) ¥ P A K 5
& ROSZHK MK & ( g H = RAEYWHARSE
BN W, 5745 43 512 0099, C1158.S0109 ., S0131 .
S0056.S0033) ; 1 4 i 5 3= - 18 (IL- 1) il 15k 4t 45 Wt
BiF 0 5 ¥ (ELISA) R 7] & (9% [/ Abcam A A, 58 %
ab255729) .

1.4 {X#%  FA2004N AL 7 K (g R 25 Bl 24 AU
TRATBRZA T ) ; TGL-16M T i 38 ¥4 5 5 0 ML Il 1 3
RS 6 = AR T R A IR A 5 1X73 BBk il BE
( HZ Olympus 2~ & ) ; Multiskan FC %I g 47 {% ( 3¢ E
Thermo Fisher Scientific 2 ] ) ; Mini-PROTEAN
Tetra 25 19 H1 7k X . Trans-Blot Turbo A %% EN{Y (3£ H
Bio-Rad 23 7 ) ; DW-86L626 %I A% ik vk 46 (13 /K A= 4
BES7 4y A BR 2N 7)) ; DHP-9052 0 i i 35 3546 ( 1 i
—fH Bl 2# L 8% A BR 2\ 7] ) ; Tech Electron TEM 120B
75 5 F T S {45 (7% [ Tech Electron GmbH 2 7)) o
2 Ak

2.1 SRS BRI Rl R R TR
T TE N A R R R E IS B H 12 h W]/12 h
W, A R EY MR K. EhYiRFEREE,
FH U JIUT/R A5 A ASE DLl A 2P L B ot 5 9 7 4
i B K BAE AR E 12 h, K& it 40 mg- kg
) 1% 13 B Bb 22 94 1 T 5 0F AR ROIR 2, 395
HER L ETWRE S L I AR 5 850 0E,
XoF 22 1iif e S ek AR B Dk iR AT 28 MR 25 FL R R 45 FL e
P Jey 30 00 WL AR A SR i R S S8R afi B ) 30 miim, 45
Jei o R A o 24 L i R Y KR E
FE IR A N E N BRI T R BRI
F10HU/RNEEFERG,

I# 54 HRBRBENL Y b 6 4, A9 H., BF
AR (Sham 41 ) K R A7 HF i 22 58 , AN AE 6k 30 bk 4
FLAL B, HE B ERBUE B K MR A XTI . VR4 (7
P b HEE AR K ) NACH (BHYEZS , RAT3 d
MAE 14 d, % H 150 mg-kg' NACHEH 1K),
I3 hh NS KRR R 1w R 5 e, o KR
EHFN RN RS g-kg! IR B R R, A
— IR W R RO R SR BCE KA PHIK
o R 30 o A AROR R Y 0.5 F5 R 2 A%, R & FHIK
AR [TXP-LA, RAT3dMAJG 14d, 5 HH
2.5 g kg TXPH#EH 1K) KA P 2 41 (TXP-M
HoRAT3dMARSG 14 d, 5 H 5 g-kg' TXP-M
B 1) K& S &4 (TXP-H4, R 3 d AR

Jg 14 d, 5 HH 10 g-kg' TXP-HHEH 17%) 155,
B By R o ARG B PR A, 43 0 e R R R RS 0
BHHEBAY.

HU A BEEHG 4y B AN A MR AF T 4 °C, Bl
Jo B AR A A KB, 43 B A0 IR 2L, — 3 43 [
T 10% HEEE R, T TTC Y, 55 — B 40 i
FWRE PR, 5 T AW F LR AN HAH Y
R A HE T2 S e A 0 JUL 4 R R 4 A
2.2 POt M ROS KF Ll 10 pmol-L" 1Y
2", 7 - R AR LR BE (DCFH-DA) £ 17
T 4°C. ¥ 15 wm 090 LUK YD A B HE W T 2k 9%
F A B4 100 pwLl-cm? ) DCFH-DA T AE
T 36 AE 37 °CREEEF 30 min, 1 7% i B2 3 2%
PR (PBS) 9 5 minx3 K o % b Sl Be % 52 i &
6 488 nm . & 6 525 nm, fx LR M BEHL 5
B 1) - S 5 aR
2.3 & H R BT 3 (Western blot) K Il ROS/
Caspase-1/GSDMD {5 53l B & A R ik O L4
ZUE TR S KHLN N2 22 vh il (& A 1% 8 H
R A0 700 500, B UK 2% 30 min R . R
J& , 280 (12 000 remin”, 15 min, &0 F 4% 8 em,
4 °C) W B - UE W, O GE ok 3RO TN R OE T R
(BCA)WE & B MW E . & A& T 95 °Cln#A
SminfH 8 AR . WS 78 T e AT IR AN - 2R 79 4
Tk iz 6 I HEL T (SDS-PAGE ) B8 iE b H Uik 40 15, 45 ol
J& Ko B IR R (55 R = PVDF . FH 5% IR 03
A AE & Tween-20 1) Tris 28 o £h %5 W (TBST) 2% il
rh gt P Bl — 9 < M5 (PVDF) 5 1 h, B 5 1 GSDMD
(1: 800) . cleaved Caspase-1(1:1 000) . Caspase-1
(1:800) .GSDMD-N(1:1 200) ,p22phox(1:1 000) .
GAPDH(1:5 000) ) —4L7E 4 °CHg T 1k 1%, I FH — 4t
(1:2000) = RIFF 1 h, &l b5 &6 (ECL) i
2 J5 , Bl H Image Lab #K {4 4 ¥ 45 JK B AH , LA
GAPDH J NS R A H & AR R A .
2.4 O WUE AR bR KRR R B AR A 4L 2R
AR TE WA A VR S T B R T A S A TR
HE 4T 24 %, {fi FH] Caspase-1.SOD . MDA . GSH-Px 1
K3 R G R AT ARG 25 A DN B 347 4 R TR e 4
VEF W AT , 8 33 B AR A AE 405 nm Ab S 503K 15 45 48
PR i) & H
2.5 ELISA kil IL-18 7K F A % # il if P 38 7
Ji KB 9 5E [ /Y 22 4k, >k H ELISA Xt IL-18
PEAT I R o B, # BR ELISA 3K 57 £ 1 B 1F 47
AR R AR v S ST b o il 2, R g B AL AE

- 145 -



5532 B4 18 1) HESXWHFFESRE Vol. 32,No. 18
2026 4F 9 J] Chinese Journal of Experimental Traditional Medical Formulae Sep. ,2026
405 nm P K F 3 B EE A4, 8 o bR o il 2ot A 1707 22 FF MR R 00, 2 1) £ s 22 S R PR DR R 0 22 03
IL-18 1) 7K F- . Hf(One-way ANOVA) , Z 5 HUBOR e/ i 2 22

2.6 TTCIEF ML AUEESETE A OULERPII N 7 oK (LSD-1), P<0.05 9 257 A i it 2 8 .

3mmEMHAYI R BUTRE A 1%TTC 4 A0 (i
F 0. 9%NaC1{ﬁ{4§Z )L AE 37 CCREE A F TR E
20 min, Y€ )5, U0 5 B [ e AR IR AR L L0
DX 3 Ay TE O LA S, 1 DX SO A PR A 2, 1 IER
SRR Image T 6 X 38k 5 800 WL AR A9 HUfE,
RVAE B, 1 A= o X B B T A < 100%

2.7 BEHTE B (TEM) KO LA 2B 251 %
O AVA LN (1 mm®) 7 5% Hid % 4 °CHY L =
VWP A 2 b, SR BB B K, BIAK IR 30%
50%.70% .80% .90% .95% 1 100% Z. % , & 9 17 i
2495 min, FRE S NG BERHEAT 5 05 | BE S ST IR 4
ML 7E 60 °CH [l4k 12~24 hifi| OB DI . VIR e
FE AR IR R SRV A 1% IR Y P e 6, 1B T8
ST S OO R A0 O LA i b SR R S5 4 11
YR AY o 8 2k X SRR i R B AK 0~4 J3 bR iEIE AT
A3 (043 , AR EL BN LR R I K 5 153 R BE I IK 52 4%,
RE IR AK 53 40, TR MK 54 40 B R EE K )

2.8 Gt OriE A S5 EE Yok H SPSS 25.0
WOAE AT G0 b, BOEE DL x = s RoR L R
Shapiro-Wilk 32 #E 17 IE AP 56, JF FH Levene 1 i

3 &R
3.1 R&EFMX VR K B0 WL 41 ROS K F 1Y 5%
M SCHG A, Sham 41 KRR CAE T 1 &L, B A
FEAOCEE, HE WG EK, A £ B IROKIEHR , X
B 5% R0 R R B, R DS B R BE LB 46 AN B A
SRR, URAKRRELK SR P LT, KRE
KW T AN AN R R ?ﬁiﬂﬁ%iﬁﬂ %‘/ﬂi/'\ W
P g T SR TR I i =g Oy
Sham 20 A Jir 3l /b, XF #h & 3l 7%5zfiﬂjﬁéﬁc NAC
4\ TXP-L 41 . TXP-M 4 . TXP-H 4 K & 13 Jt %t
o, i NAC Y 5 TXP-H 40 K & RSB
Sham 41, ¥ JE B AT, 1 8h i I i B Ol JE A IE
W TXP-L 4\ TXP-M 41 K il & & Witk T LR M
A AHAR T VR, i 0 32 KOS AR 28 B 45 24 71
iyl BN < U T o il

5§ Sham 41 b 4%, UR 41 () ROS 7K - B & 384 Jin
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Fig. 1 Effect of Tianxiang pills on ROS level in myocardial tissue of I/R rats (DCFH-OA fluorescent probe, x200)

F1 REAMURABOINALAROS KERFI (X+s,1=9)
Table 1 Effect of Tianxiang pills on ROS levels in myocardial

tissue of I/R rats (x+s,n=9)

41531 il /g kg ROS /K *F-/RFU
Sham £ 1.42+0.28
R4 8.91+0.93"
NAC 41 0.15 6.37+0.65”
TXP-L 41 2.5 6.82+0.79%
TXP-M 21 5 4.18+0.61%Y
TXP-H 41 10 2.95+0.51%3%

1. 5 Sham 41 58 VP<0.05; 5 IR 241 [ %Y P<0.05; 5 TXP-L
ZH I #5 P P<0.05; 5 TXP-M 20 L4 Y P<0.05( 3 2-% 6 [7))

3.2 RAEFHR IR K B WU AR T AR G 8 3Rk Y

U 5 Sham 4 LA, R 214 Caspase-1 35 PEHE
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Fig. 2 Electrophoresis of GSDMD protein expression in myocardial

cells of each group
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Table 2 Effect of Tianxiang pills on pyroptosis related indicators of myocardial cells of I/R rats (x+s,n=9)
25 Fl /g kg Caspase-1/U-mg’! GSDMD/GAPDH IL-18/ng- g

Sham £ 1.05+0.11 0.92+0.10 15.38+1.47

I/R4H 3.94+0.42" 3.1740.34" 49.12+4.25"

NAC 41 0.15 2.39+0.29” 2.08+0.23” 32.67+3.15%

TXP-L 41 2.5 3.21£0.36” 2.73+0.30” 40.15+3.92%

TXP-M 21 5 2.48+0.32%Y 2.19+0.25% 28.41+2.81%%

TXP-H 41 10 1.81£0.22%39 1.35+0.16>%9 19.63+1.97>3%

3.3 KA PR /R KB WU U AR I BT A 1 5%
i 55 Sham 41 Fb %%, /R 41 Y SOD 1 GSH-Px i 1
FAIG , MDA 5 &= B B 3 (P<0.05) . 5 VR4 K,
NAC 4 . TXP-L 4 . TXP-M #H . TXP-H 4 #Y SOD Hi

®3 REAXMURKXROMARELEHIERHRI (3+5,1=9)

GSH-Px {f PEHS N, MDA & Bl B b, 2 5 LA
it 2% X (P<0.05) . TXP-L4 .TXP-M 4 \ TXP-
H 20 bR 48 bR A8 fL 35 B 2 50 AR i, 22 5+ L
BEi2E 5 L (P<0.05), WL#E 3,

Table 3 Effect of Tianxiang pills on oxidative stress indicators in myocardial tissue of I/R rats (x+s,n=9)

215 Fl /g kg SOD/U-mg’ MDA/umol- g’ GSH-Px/U-mg’
Sham 4 46.21+4.25 1.27+0.15 39.12+3.18
I/R 24 18.57+2.03" 5.97+0.64" 12.89+1.38"
NAC 4 0.15 32.78+3.17% 3.18+0.34% 28.67+2.95%
TXP-L4] 25 25.93+2.81% 4.35+0.47” 21.67+2.15%
TXP-M 2 5 36.14+3.52% 2.83+0.32>% 32.45+3.08%
TXP-H 41 10 40.35+3.92239 1.94+0.23%3% 37.1243.51%39

3.4 RAEFEX UR K BOL LA 205 B 2% 0022 (1) 5%
W 5 Sham #H M &5, UR 41 (9 BE 5E w0 AL
(P<0.05) . 5 IR 4l I % , NAC 4] . TXP-L 4 .
TXP-M 41 | TXP-H 41 iy 4 %€ 1w 2 B & % 1%
(P<0.05). TXP-L4l .TXP-M 4 .TXP-H 41 /Y #f 3€
T AR B R K M R IR (P<0.05) . LA 3
M4,

[

{ff?

Ocm 1 2 3 4 5 6 7 8 9::2.0,
B3 XEFFAX URKR LA RE TR0

Fig. 3 Effect of Tianxiang pills on myocardial tissue infarction

area of I/R rats

3.5 K& A /R K Bl ROS/Caspase-1/GSDMD {5
S E A MAEEN 5 Sham 4 H A VR 41
cleaved Caspase-1/Caspase-1., p22phox., GSDMD-N
(1 2 35 7K SF B 8 3 i (P<0.05) 5 5 UR 41 H %,
NAC 4] \TXP-L 41 . TXP-M 41 . TXP-H 41 ¥ cleaved
Caspase-1/Caspase-1.p22phox .GSDMD-N ] 3 157K

x4 XEAMIURKXBRONEEEROHEIN (X+s,1=9)
Table 4 Effect of Tianxiang pills on myocardial infarction area in

I/R rats (x+s,n=9)

415 /g ke AL 18 B/ %
Sham 2 0.04+0.01
R4 82.58+4.25"
NAC 41 0.15 58.67+3.15%
TXP-L 41 2.5 65.92+3.48%
TXP-M 21 5 45.03+2.81>%
TXP-H 41 10 28.89+2.01%3%

B 4 B (P<0.05) , TXP-L 41 . TXP-M 41 . TXP-H
2 1 bR 4 b AR R 2 B IR 5 R A A P R AR (P<
0.05). WLERSHIE 4,
3.6  KEFHXT VR KBNS A sEm 5
Sham 41 Lt 48 R 20 (1 £ k0 1 i ik 3F 53 B & 38
(P<0.05) ; 5 /R H H. % NAC 4 . TXP-L 41 . TXP-M
2 TXP-H 4 (1 8R4 i K 37 3 1 b B IR (P<0.05) ,
TXP-LZH . TXP-M £ . TXP-H 20 fit) £ B A4 i K 3743 5
FIEAAIEFET(P<0.05). LS. %6,
4 itig

A 58 A K RO L /R B 0 %5 31 K A
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%5 REAMURAROIELROS/Caspase-1/GSDMD & B8 E B R iL I (F+s,n=9)
Table 5 Effect of Tianxiang pills on expression of ROS/Caspase-1/GSDMD pathway proteins in myocardial tissue of I/R rats (x+s,n=9)

25 /g kg cleaved Caspase-1/Caspase-1 GSDMD-N/GAPDH p22phox/GAPDH
Sham 41 0.28+0.03 0.25+0.03 0.32+0.04
/R 4 1.76+0.19" 1.82+0.20" 1.89+0.21"
NAC 4 0.15 1.12+0.13% 1.05+0.12% 1.23+0.15%
TXP-L 41 2.5 1.45+0.16% 1.38+0.15% 1.56+0.17%
TXP-M 2] 5 0.98+0.11> 0.89+0.10> 1.08+0.12>
TXP-H 41 10 0.65+0.07>3% 0.54+0.06>>% 0.78+0.09>*+%
Caspase-] e ues WD @GNS @GNS @88 45kDa ROS 7K~ WK 52 Bt %A AL i 35 4 , 98 #% Caspase-1 &

GSDMD % ik DL 20 IL-18 B i, 12k 17 410 45 44 it 45
T2 5 [A) B 45 /0N o0 LA 0 1T AR | e 38 2k 1R &5 4 5¢ 4%

cleaved Caspase-1 e ) e— am— —— == 20 kDa

] o w31 kDa
GSDMDN 1 et D SN0, SO0 ¥, 48 7% 03 1 ROS/Caspase-1/GSDMD % 2 1 %
PIIPIOOK | o = = DR SRR A0S THLEL L R T 6 K RO AL
GAPDH  (NED GWED GND GWB SN ®mm 36 kDa ROS i & T+ &, K& P45 57 & vl 51 8 4K 85 M A

A B C D E F
4 £ LAROS/Caspase-1/GSDMD {5 Si@ B E R R IEE K
Fig. 4 Electrophoretic of expression of ROS/Caspase-1/GSDMD

ROS ¥ B, R 5 NAC AH 2, il I 35 w7 A8 3 a4 il
b Ak BN B R p22phox U 20 ROS 42 i, X 5
T UL W A2 o {5 S o O LA
O A A — B0 S SR A A R
SARAUHALA

signaling pathway proteins in each group

A E A 22 B T T O LA 1 AT AR AR L

B5 XEMAIURKROIAMEBHMEHIIFME (TEM,*10 000)
Fig. 5 Effect of Tianxiang pills on ultrastructure of cardiomyocytes observed of I/R rats (TEM,x10 000)
iE PR BT A o
p22phox s JH P Fi Jie W2 v — A2 TR e TR 4L AL Tl
(4 S 45 & W Jk 2 — , 1053 HL 1% 38 F1 ROS /9 2E B,

F6 REFX URK RO AL RS LA B BRITE S BRI (X + 5,0=9)
Table 6 Effect of Tianxiang pills on mitochondrial swelling score

of myocardial cells in I/R rats(x+s,n=9)

sfflL il ke Qj‘fi”";’i“ o p22phox 76 UR % 1 T 922 ik i 214 1 . S 500 L4
o o 9 ROS 7K - T 5 JE 1 51 % 40 I 8 T 35 98 il
ACHL ois - JUUEE 9810 AR R B, UR 411 SOD f2 GSH-Px
e y e F9 375 44 0 2 R 05 . T p22phox 7 14 7K % R 1ot 4R
o . e 1679 MDA K - T4 25 L 375 UR 4189 AL 35005
o 0 soso gt Bl K% FF6 97 5 L SOD il GSH-Px I HE 4 15 51

52, [l i} p22phox Fil MDA /K B i F I . A< BF 5% 71

O WIUAE BB TH AR Tl S s, R 7 3 5] a1
ANREBE TR A0 HG 5 e e s A Ak N S A I A
T W E ML 4E 9 A 258 8% . UR 41 Caspase-1 1%
P .GSDMD ik & IL-18 7K F W & T+ . K& S+ +
BN OB = v = R N R B S 7 = W
W5 E A Caspase-1 315 .GSDMD B 4] I 4
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PR SE Y , SE 0 T AR )= R R, /W
RKAEFHA G50 ML H P RE T, #E— 2B Rk T
REPHEZ EG S TP PR KT,

ROS/Caspase-1/GSDMD {55 5 i [if & 5 5 4fl iy
RAEBTHZOHLH Y o AEARDESE 5 F 7K F R
KL URIRZ T , 5 ROS 7= A= F14H it £5 1~ %5 U AH ¢
it cleaved Caspase-1,GSDMD-N A p22phox % 152
K RS T OR A P T T AR G T U
A X S W R B, XK RAE AT
fiE 18 1 ¥ #5 ROS/Caspase-1/GSDMD {5 5 18 % K H:
N A S W T e T S W DD = e B U
ZHANG %51 5% 3¢ B #1 il ROS/Caspase-1/GSDMD
T A SR AR T, RT3
SO LA AR IEE A . R WIFEO L /R B
Pt & h, XA PRIG 7 #0 Hf ROS A = 1Y
Caspase-1 1 1% X% GSDMD 1] & 5 3k (1% 40 fg £ 7 36
NI & ST UR BIAE I o

A FEATY SR AEAE — 28 Ry BRPE |, 403k H] SPF 4%
T SD K BB IR B i AU S AU B — R OR 5 2L
PR B R TR 25 50 B 4 5 TR B R SR G TE A
Ak R 3L 9% A A AR M AR T, HG L R B0 9 K
T H B LT A 2 M A AE TR L RAEFHE R
X 3k 2 Y 4 BE T L AT IR AR T i — 2R A
PRV PRI R O 5 4 A T O 2R 8 19 15 5 R 445 A
L ) B 25 ML 22 18] Y 52 BAE D A B T — 20 1
WY R A P R B R A B

g b prak , K A Pha o i il ROS/Caspase-1/
GSDMD {5 5 i #% W 1 B K ROS /K ~F Jf #1 i
Caspase-1 713 19 24 il £ 177 2 98 0E IR+ BT, A 8500k
BT ODILUR M . B, AW 5T KA PH
O WLU/R 5007 19 25 51 Oy it — AR B R AR 25 7.0 il
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