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FEE. B PR RS0 R IE o 10 T 20 M AR TR AR R R A R B e A (DMCL) R BRI BERE (BBB) 4%
FITERALE, FiE 60 H Wistar KBNS A RTFARA , BIRA | ZHERA (20 g/kg) FIMEAEFIERNZA (10 mg/ke) ,
T 15 B, BRBTF RSN, FHoAass 4Ll i i g o B Rk 0 75 G 1B s v S e IR TR 3 (STZ) 19 ik 3 S PR A5
A, GRS S JRE tER H sh KFLZE (MCAO) #RAY, 4525 14 d J5, W RRM&TiRE, RHeAsidk
K 1L 3% FBG . TC, TG, HDL-C. LDL- c;J@F ELISA A 1M 75 ik A5 bR 50 NSE . S100B 7K Kz ki 20 27 48 4 A
FIL-1B8, IL-18, TNF-a, IL-6 7K, P SN L AR FR A g 2 21 5 K a5 O SCR S K T BBB JE
B HE G o 002 i 41 219 2 AR 1Jc Western blot % RT-qPCR 3% K& i fi 21 21 RhoA, ROCK2, NLRP3. Caspase-1.
GSDMD, IL-18, Occludin, ZO-1 FH[1#1 mRNA ik, R SHA LB, 350 H 4 Ak Ag 51 B 2 B 28 303 03 07
SMREAE (P<0.05, P<0.01); Ii% FBG, TC. TG, LDL-C, NSE. S100B /KK (P<0.01), HDL-C KFFHE (P<
0.01); FKNZHZIL-1B, IL-18, TNF-or, IL-6 ZKFFEAR (P<0.01); MNZHZUFERTRGE /N (P<0.01) 5 BRZH 4L K&
PSCEE A I/ (P<0.01) ;5 INA NN HESN 255, SRSCAN M ER i 2 5 PE AN AR I A BE A T 0% s i 2021 RhoA |
ROCK2, NLRP3. Caspase-1, GSDMD . IL-18 Z 1 mRNA FEikFE(L (P<0.05, P<0.01), Occludin % 41 mRNA 3£
ETHE (P<0.05, P<0.01), ZO-1 mRNA F3ATHE (P<0.05, P<0.01), S5 25 BE OT ok 36 05 bR s - I 7 e af A4 i
AR RO A AR T R R AR, HT BEE s 10 ] RhoA/ROCK?2 1553 4 76 fL A% BBB 51455 L E/EH
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diabetes mellitus complicated with stroke based on the RhoA/ROCK?2
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ABSTRACT: AIM To explore the mechanism by which Yitangkang alleviates blood-brain barrier ( BBB)
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damage in diabetic patients with ischemic stroke ( DMCI) through inhibiting the pyroptosis pathway of cells.
METHODS Sixty Wistar rats were randomly divided into sham operation group, model group, Yitangkang group
(20 g/kg) and pioglitazone group (10 mg/kg) , with 15 rats in each group. Except the sham operation group, the
other groups were fed with high-fat and high-sugar diet combined with intraperitoneal injection of streptozotocin
(STZ) to establish diabetes models, and then the model of focal middle cerebral artery occlusion (MCAO) was
established by thread embolism. After 14 days of administration, the neurological function of rats was evaluated,
and the levels of FBG, TC, TG, HDL-C and LDL-C in serum were detected by automatic biochemical analyzer.
The levels of serum brain injury markers NSE and S1008 and inflammatory factors IL-1B, 1L-18, TNF-a and 1L-6
in brain tissue were detected by ELISA. TTC staining was used to observe the infarct volume of brain tissue.
Detecting the water content of brain tissue; Evans blue staining was used to detect BBB permeability; HE staining
was used to observe the pathological changes of brain tissue. Western blot and RT-qPCR were used to detect the
protein and mRNA expressions of RhoA, ROCK2, NLRP3, Caspase-1, GSDMD, IL-18, Occludin and ZO-1 in
brain tissue. RESULTS Compared with the model group, the scores of nerve injury in Yitangkang group and
pioglitazone group decreased (P<0.05, P<0.01). Serum levels of FBG, TC, TG, LDL-C, NSE and S1003
decreased (P<0.01), while HDL-C increased ( P<0.01). The levels of IL-18, IL-18, TNF-« and IL-6 in brain
tissue decreased ( P<0.01). The infarct volume of brain tissue decreased ( P<0.01). The water content and Evans
blue content in brain tissue decreased (P<0.01). The brain tissue cells were arranged neatly, and the number of
necrotic cells and the infiliration degree of inflammatory cells were improved. The protein and mRNA expressions of
RhoA, ROCK2, NLRP3, Caspase-1, GSDMD and IL-18 in brain tissue decreased ( P<0.05, P<0.01), while the
protein and mRNA expressions of Occludin increased (P<0.05, P<0.01), and the mRNA expression of ZO-1
increased (P<0.01). CONCLUSION Yitangkang can improve the focal death and inflammatory injury of brain
cells in diabetic rats with ischemic stroke, which may play a role by inhibiting the activation of RhoA/ROCK2
signaling pathway and reducing BBB injury.

KEY WORDS: Yitangkang; diabetes mellitus with ischemic stroke; cell scorch; blood brain barrier;
inflammatory injury; RhoA/ROCK2 signaling pathway; NLRP3/Caspase-1/GSDMD signaling pathway
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BT ERA —E W PEBEERD . PR 1 RhoA/
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1.1 %%shdh  SPF HABEMEN: Wistar KE, 8
JEWE, RFTE (220+20) g, W HILTRAAYE
ARBeAn A B R [ S50 3 W A 7= 18 vl HIE % SCXK
(i) 2020-0001], fRFEF LT H B2 R2EBh Y 5C
et [ S5 sh W R F AT IE S SYXK (1D)
2019-0004 ], PRI 21~25 °C, AHXTIREE 45% ~
55% , WNRGRFLLIET, AR 24 i et
KRB, e/ REEIEIAE I 12 h/12 h, 1E
KA ATHEAT AW 7 d FRERTERE SR, WA A
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B oK, RSP sim a7 b BE 2R B
ot (RS 210000420221112) , 528605 2
A e ERAH IR,

1.2 24 ZRBERREREIORL (PU)IBr &k (2l Bt
HRBARAF) WA L7 B 25 K 2= e BB B
ZiJm, haE (M5 21100366) . B E (H S
21090158) . FIA (45 21100342) . K& (5
20100071) . F+& (45 21050010) . K5 (5
20070143) . #i%E (45 20110024) . Hifd+ (4t
+521080009) . AR (Hit5 21060046) . =L (Hit
5 2108034) . IRZE (L5 21100369 ) . M T
(#t5 21100371) 2%, FRFRMLARSNER S HOF (VL
T IR A E 2L A R TTAT A A, [ 25
H20060178, L5 2211727, ¥k 15 mg/F) W H
TR E ERi 2 )R .

1.3 XA BENRPEEE  (streptozocin, STZ, 3E[H
Sigma 2> H), %5 S0130); TTC Y& . IL-6, IL-
1B, TNF-a, IL-18 ELISA i & (db &k ER
HA R E, %5 630050, SEKR-0005, SEKR-
0002, SEKR-0009, SEKR-0028 ); NSE. SI100B
ELISA i{fl& (LM EwRHABRAR, 7Y%
ml063810, ml106724 ); NLRP3. Caspase-1 $T {4
(A IEREAE D H AR AR TTAE A F], L5 381207,
342947) 5 1L-18 Hifk (bt e R AR A
", 5859 E-30648); Occludin, ZO-1 $#ifk (3 [H
Proteintech A H], %5 27260-1-AP | 21773-1-AP) ;
RhoA . ROCK2, GSDMD #if& (HE[E Abcam /A ],
% 5 ab40673. ab71598. ab219800 ); cleaved
Caspase-1, B-actin JUIA (RDZ % 5w 4 WL
HIRAF, 85 A16792, AC026)

1.4 ALE  Mikro 220R A EHAHEOHL (1
[ Hettich 23 7] ) ; EIx800 FFR{Y (5[ BioTek 2y
Al); GA-3 I BEAL ( =ik L WAL Ay A BR 2
F]); PowerPacTMBasic HLJK{¥ . Trans-blot Turbo %
JEAL . CFX Opus 96 RIS 56 )it 5 1 5 A il ik X
WAL (€[ Bio-Rad /A #]) ; Tanon-5200 4= H 3k
HRIBIM RG (LI RERHEARAR)
2 AE

2.1 HE SR A It B b s A o AR A ) &

2.1.1 BEIREIEARIE S, BEHLEH 15 HOKRUER
BFARH, SBATEH @RISR, Ha a5 1O
WAL, T b IR R R SR 8 J, Wl A ik
Ko 8 G ZRERERE 12 h, HER4 K BUR 42
3d JE S STZ (5K 20 mg/kg, B &N

60 mg/kg, (HFF R NS pp i BC ) W5 R
FENT MR PR ;TR L s v S SR AR A R
NGz P, 72 h SN E KRR ERIDK IS, 12k 3 Ik
FEHLIAHEIIAME T 16. 7 mmol/L, H & B R iF i
RIS T

2.1.2 KIGhzhk#2E (MCAO) Hifigsr 1&
L FEE TR PR B R o — A5 R FH ok R gkt
HESL MCAO LAY KU ST 19 6T L 280
WHEATIREY, 2R IHEE, TERRERYITFR K, 2
IRBHR G 2 B B T R R LZ , B2 R EE IS
AEMEE | S SN Sk, 25 L34 8 ki i,
DUBOR Bl Jk e 5 st BEL Wefe 251 5 2 Jok Je #5714 3 ik IfL 3
FHUA Ik oy AL BT 52 0.4 em ZbE—Y) 1,
PTG LM 22 OB A NAY, W IT skl
HERRLAE 20 mm DIPHWT MG b sk g, 2 h 54k
PreteItae A0, BT REALTITFSER R R 2
BIMEFREES, NMEALE, RJF 24 h f1p2
IRV, o3k 1~3 4338 FE i A D H- g0 A
JEELSE, SRV 0 73Ek 4 73, XA AR
YET- B SRR FE

2.2 BT BT R RBEPL T AR
AU tEMERRAURIEAS S A2, R4l 15 H, FAR
JEHE 2 RIFIRA T I0, s WERRAIVE S 448 T soh e
TR 20 g/kg, MEAS 51 i 4 VE 1 45 T i A 271 ) 43
BRI 10,0 mg/kg, BT AR AR VE S %4
TAERBUEIER K, R 1K, FZ14d, 5H15
KHFATHAIREITE o, FEJE ALK RO RERA
2.3 ARt

2.3.1 fhaUigeira  fFREGEIRIRE B4 A
R T PR)E, RS SRR E R S AR
NGRS E S, R LH, L%im B &M
T, AATFARES 1, 3, 14 K, S8 Zea Longa 5
Sy HIPE AR A 2 D e B R B A TN, TF
SIFRUEILZR 1,

1 WEETSRE

Tab.1 Neurological function scoring criteria

W/ 5y ERES
0 T2 I REGHR , 15 B I
1 B 2 D) REBI, AN RESE AR MR
2 HR R 22 DI RE B, 1) X DU Pl
3 TR DR BRI, ) SN TR
4 NBE A RATHE , BUPUKE TR ek

2.3.2 & AR i FBG, TC, TG,
HDL-C, LDL-C /KF  ZA2545 )5, RRBERR,
FEMKRIM, 4 °C. 3 000 t/min B> 15 min, B
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ZIE, R4 A AR I FBG, TC,
TG. HDL-C . LDL-C /K,

2.3.3  ELISA JEK I A BRI I Ao 453 193 b 76 0 g
HARGEHA TR KBRS IE FE kR I, 7
B 4hJF4°C, 3000r/min &L 10 min, L EZE L
s WU, PREGE RAGLHZL, A 9 5 &
PBS, R FHr o) 1 vk &1 T A7 20 3%,
4 °C . 14 000 r/min B.0> 15 min, W& FIEWR, %
HEELISA 27 65 U6 B A4 4, A DN i 355 fik 4324 3 A
Y NSE ., S100B8 7K F- K i 41 21 %% 4 B F 1L-1B8 .
IL-18, TNF-a, IL-6 7K,

2.3.4 TTC YL fofer il i A rh AR AR K BRURR 1
JE WS BN, BNZHZUE T -20 C¥ VR 20 min, TR
VIBUERE 2 mm BINAHAY) o VTR A 2% TTC
YR P, 37 CHEEEIFE 30 min, HIAIHIE 1 A
TRUES a3 5, Qe gE o, XGY) A 1E ST
M, MR A, EWNASRaa, R
Tmage J BCPEI E FEAE T AR, 3T 550 i 41 28 B8 1A R
Aok, A FEFEARTUE 4 b = #AEARFL fii 41
Z1RKRFIX100% ,

2.3.5 MNAHSUEKERARD K EURRER S W7k B
anz v saLAL DN 52 i s w1 R 82 &)
IKAE, A FRG 2 F RO R W, R o sk
BT 60 °C HLIVIERAS thHERE 24 h, BUH S 7 BIFR
ETE, TPRENASE KR, A4 2K
H= (BE-TH) /AZEX100%

2.3.6 MCBEGEAI BBB @AM KEER
k5 2% EB B4 (4 mL/kg), fHHAER AN
PEIR 1~2 h, KEUE IS 19% 50 2 8 17 Rk
e, AbSEJS WSk UG, FRE & S BT PBS &
WHHEI TSI, IMAGERIR 50% =@ LR (TCA)
BWROIRA R VIS, 4 CHE 30 min, 12 000
t/min .0 30 min, YCHE RIEWR, R EEAR A 2
610 nm P RALHIWOCEE (A) E, FAbRAERZLIT
BRGSO R, DAPEA, BBB Gl
2.3.7 HE Q@ UWEMASN LMNEES KR
IR WSk B, A2 232 A 4% 22 5 FR I o 1
FEWR PRI E 24 h, HKKREWAK, EV] | ZE
AMEME, SRR A ESE R A, R
JE5 um, FRMEFHETHEH, WhSER, —H
RS B OREKEEEM G, ITAHRAR-A
(HE) Jeft, e et B, F 850 T WA i
21 2 R i I A 2 AR A

2.3.8 Western blot 7246 I fing 20 21 4% H 1 25 1 &
1834

K KRR Sk U, I A TR 1 A 2L iR %
MR, RS I I AR v, O B
W, BVEAREA, R _MEWH R (BCA) kit
frE M, H4 SDS-PAGE ¥EliE, #e%HEHE I
FE, KD BRI ER IR %M LM (PVDF)
5, DL 5% B G WA A T % i 2 4] 60 min, TBST ¥
JBE3 U, AL TBST i BB —$HT TAEWR (RhoA |
ROCK2, GSDMD., NLRP3, Caspase-1,
Caspase-1, 1L-18, Occludin, ZO-1, B-actin ),
4 CWFAE ., W H ENL—$T, TBST YEME 3 X,
IMAGAR S B AL RGP IC ) — B TR, RS
60 min, TBST V&M% 3 W5 W (o, BEOG, iR, i
H Tmage J BA:53 AT 557ty KA,

2.3.9 RT-qPCR LA ik 20 2145 H ) FE ) mRNA
Feik A RNA 200 £ 3 HOR BRI AS 238 4
HLUE RNA, S M EE A iR ) & Ul B 5 A R
cDNA, L cDNA AR 1T PCR ¥73, S NiiR R
20 pL, EEFETH 94 CHASE 60 s; 94 °C AP
55, 50~60 CiE Kk 15 s, 72 CHEM 10 s, 40 PMF
R, VA B-actin HNZ:, KA 27" A HAY LA
mRNA AHXF 335 . 5140 th R FR 4 /R A= W BHE A PR
it GG, PPN 2,

cleaved

*2 3|MF75
Tab.2 Primer sequences
B JPH1(5'—3")
RhoA 1Em] AGCCTGTGGAAAGACATGCTT

JZ 7] TCAAACACTGTGGGCACATAC

ROCK2 1E i TCAGAGGTCTACAGATGAAGGC
21 CCAGGGGCTATTGGCAAAGG
GSDMD 1ETi] GTGTGTCAACCTGTCTATCAAGG
JZ ] CATGGCATCGTAGAAGTGGAAG
NLRP3 iE i GATCTTCGCTGCGATCAACAG
2 CGTGCATTATCTGAACCCCAC
Caspase-1 1E 1] TTTCCGCAAGGTTCGATTTTCA

S GGCATCTGCGCTCTACCATC
IL-18 1E [ TCTTCATTGACCAAGGAAATCGG
1] TCCGGGGTGCATTATCTCTAC
1ET ACAAGCGGTTTTATCCAGAGTC
JZ 15 GTCATCCACAGGCGAAGTTAAT
20-1 1E A CAACATACAGTGACGCTTCACA
JZ 5] CACTATTGACGTTTCCCCACTC
1E [ CATGTACGTTGCTATCCAGGC
JZ[5] CTCCTTAATGTCACGCACGAT

Occludin

B-actin

2.4 it obr lid SPSS 25. 0 AF AT AL H,
PFE I3 HoJr 22 55 P T Rk DL B e b v
2 (wxs) o, UL BRI E 7 225005
AFEHE RIS BRG R ; S5 HFRER H BRI
55, P<0.05 FREFAGITHENL,
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3.1  # 4B 3T DMCI kK R AY 2 2 46 8 3 09 %
o BREARARBIEMHEHHGRN, Wk o
I%. LRENTT, BRI KRB T B R T R4
THE (P<0.01), TMERIZH | 25 0EE 415 A 21 R
HZ BT REZESR (P>0.05), H2h)E, BiRl
HARBMEI T TIRF R4 (P<0.01);
T W BREZH A AR S BRZH 7 T 05 565 3 K, fhaadi
P A LR T 22 5% (P>0.05); &5
14 Kif, 2 HM S P WFr BRRIA R (P<
0.05, P<0.01), &5HRWFE3,

3.2 #AEEAT DMCI X R iF FBG ZJg Fi K -F 49
Hrm MR 4PN, SERTFARIE, BRI M

% FBG, TC, TG, LDL-C /K¥TJt+#& (P<0.01),
HDL-C /KFFEAE (P<0.01); SHEAIA R, 7
1R 25 R WLk A% 21 R 4K BRI W FBG . TG, TG,
LDL-C 7K FF# A% (P<0.01), HDL-C /K FF &
(P<0.01),

*3 BHARBERGTESE (5, x5, n=8)
Tab.3 Comparison of nerve injury scores of rats in each

group (score, x+s, n=8)

20571 1d 3d 14 d
BFARA 0. 00+0. 00 0. 00+0. 00 0. 000. 00
[ SEE 2.05£0.76 2.37£0.48*  2.16£0.59
oty 2.17+0.76 2.22+0.71"  1.56x0. 76"

NHEAR 51 i 41 2. 06+0. 66 2.19+0.73 %  1.56+0. 49**
. SEFERLYE, ™ P<0.01; 5B L, P<0.05,
#Pp<0.01,

*4 HAKXRME FBG, TC, TG, LDL-C, HDL-C 7k FLt# (mmol/L, x+s, n=8)
Tab.4 Comparison of serum FBG, TC, TG, LDL-C and HDL-C levels in rats of each group (mmol/L, x+s, n=8)

21571 FBG TG TC LDL-C HDL-C
BFARA 5.30+0. 73 0.93+0. 30 1. 64+0. 15 0.37+0. 05 2.430. 17
HERIZ 26. 542,72 2.62+0. 47 2.63+0.33 ™ 1.23+0.47 ™ 0.67+0.18*
i Bl e 20.24+2. 94* 1. 61+0. 37% 1.76+0. 21% 0. 52+0. 10" 1. 63=0. 41*
MHEA% 371 T 2 18.56+2. 17* 1. 52+0. 39" 1. 68+0. 32 0.43+0. 07" 1. 68+0. 37*

T SRTARALE:, ™ P<0.01; SHEIA E,*P<0.01,
3.3 #AEEA DMCL X SR o 7 o 4045 47 & 4 K -F
Hra SIRFARA IR, BRI KRR LTE fi b
WY NSE | S1008 KFEF+H (P<0.01); SHAIZ
L, 2 WH 5 4 Atk A% 51 i 20 K BRI 7 NSE |
S100B8 /K FREAE (P<0.01), WS,

3.4 HAEFEA DMCI XK 44 K 2 B F KT 49
Hra SERTARAE, BAIZH K RN 25 A
F TNF-o, IL-6, IL-18 & IL-1B /K FE¥THE (P<
0.01); SBIRIZH AL, £ b 2H AL A% 51 i 2H K
UK 20 20 TNF-o, 1L-6, IL-18 J IL-1p 7K F B A%

(P<0.01), WFe6,
®5 HHEKXRMENSE, S1008 KFELLE (x+s, n=5)
Tab.5 Comparison of serum NSE and S100 levels of rats

in each group (x*s, n=5)

2H 51 NSE/(ng-mL™") S100B/(pg-mL™")
BFARH 7.82+0. 93 40. 68+3. 42
AL 13. 35+0. 86 ** 77. 464,92
T R 9.71x0. 57* 51.54+3, 35%
A% 51 2H. 9. 08+0. 64" 46. 48+3. 36"

T ST ARALE:, ™ P<0.01; SHEIAHLE,*P<0.01,

X6 VRAKBWAL TNF-o, IL-6, IL-18, IL-18 KFELLEE (ng/L, X+s, n=5)
Tab. 6 Comparison of levels of TNF-«, IL-6, IL-18 and IL-1 in brain tissue of rats in each group (ng/L, x+s, n=5)

25 TNF-a IL.-6 IL-18 IL-18
BFARA 130. 82+11. 48 121. 42+15. 45 50. 64+9. 96 41.46+6.79
I 268. 88+14. 60 ™ 240.93+13. 04 125.04£12. 85 102.24+8.39 ™
i Bl e 2 205. 89+9. 18* 181. 69+15. 03* 90.97£10. 24% 70. 84+4. 83
NH A 371 T 2H 188.23+7. 52# 154. 07+9. 13# 80.37+11. 87# 61.64+7.01%

T ST ARALE:, ™ P<0.01; SHEILA LE,*P<0.01,
3.5 #H MR AT DMCI K R 40 R A2 5t Ak A7 0 %5
o TTCY A ZE R BoR, BFEARAMALNY A 2
Zon, RS AR R B R AL O RURK D) AT
DL M A IE B, BEAEAR R R TR T R4
(P<0.01); 2515 B ZH 1K 51) R 2H K BRI 2H 21
FEFE 1A U B RS 4l 45/ (P<0.01), W 1,
*£7,

F7 B[HARMALERFERLLE (X5, n=5)
Tab.7 Comparison of infarct volume of brain tissue in

rats of each group (xzs, n=5)

21531 FEBEAARTL %
BFRA 0
TR 43.28+1.68
T ERREAL 17.05+1. 88"
AR 51 R 241 11.47+1.73%

. 5EFERALE, ™ P<0.01; SHEAEIY L, " P<0.01,
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BFERA HAA B L

B1 BAKXRKAR TTC LEE

Fig.1 TTC staining of brain tissue of rats in each group

Wik A% 5 B2

3.6 #HAEEA DMCI X U4 2 4K 2 AR L%
A2 Pwm SRTFRAE, HAYKRKAH
ZUE KR SR SR SRR (P<0.01), R
fiki 7K bR B i B, BBB @S PR N, SRR
B, MBI AL R IHAS 51 2H R RRUIG £H 2% 7K S B
SCEE SRR (P<0.01), $E ik i A B
%, BBB EBMEARIME, kS,

3.7 #¥EEA DMCI X g LA RIREF 6

EFERE BmRE

L

®8 BAXRWALRRKERFXREIELE (xzs,
n=5)

Tab.8 Comparison of water content and Evans blue
content in brain tissue of rats in each group (x=s,
n=5)

5 Jii 20 205 7K 4/ % BB AR (pgeg™!)
BTFARH 80.32+1.05 10.72£2. 16
R 90.38+1.71* 42.18+2.52*
it B 2H 82.47+1. 06" 16. 87+1. 69*
A% 51 A 20 80. 69+1. 41" 19. 293, 24*

T HIEFARALE, ™ P<0.01; HHMLA L, *P<0.01,
) RFARAKRBUIRNA LM SE5 585, HiF
MR, IS XA AR S, A, e
B A ¥5), RILHLIRIEA: R AR 4 5 A
TIZR UM AL AR B O, HESIRAHL, e 51X
AT WA M T A [ e . TR, MR ZESE
B REBN, BRI, R RIEAIRR
s SRR LA, fi MR B A% 51 i 20 BTt
DIXMZIUE S TIER, MRSV RS,
R R Y, AW AT W, SRS 2T R
A, RBRIARREE VIR, WK 2,

foti i Lk % 1 B 2L

T ORISR IES SN BEFIER R, R 100 wm,
B2 FHEKXRMALR HE LEE (x200)
Fig.2 HE staining of brain tissue of rats in each group (x200)

3.8 @A E A DMCI X S 414 RhoA, ROCK2,
NLRP3, Caspase-1, GSDMD, IL-18, Occludin A
70-1 Ba fik g SEFAR i, Bimig
KB 41 41 RhoA, ROCK2, GSDMD. NLRP3,
cleaved Caspase-1/Caspase-1 M 1L-18 % [ £ AT+
(P<0.01), Occludin & ZO-1 & [1F B (P<
0.01); SR LS, 7505 AL AT IAS 51 i 21 K
BUMK 40 20 RhoA, ROCK2, GSDMD., NLRP3,
cleaved Caspase-1/Caspase-1 } 1L-18 £ H # ik A
(P<0.05, P<0.01), Occludin & AFE BT E (P<
0.01), MEA&ZHERZH K B2 Z0-1 35 H R LT
B (P<0.01), WE3, %9,

3.9 &A% T DMCI X G40 2% RhoA. ROCK2.,
NLRP3 . Caspase-1, GSDMD. IL-18. Occludin *
Z0-1 mRNA £ 69 %o HEF R g, S

1836

ZH K BG4 28 RhoA . ROCK2, GSDMD ., NLRP3
Caspase-1 }¢ IL-18 mRNA £ ik F & (P<0.01),
Occludin ¢ Z0-1 mRNA FIK[EL (P<0.01); 5
PEARUZH U5, 2 b 2E R kA% £7) i 2 K R Mg 20 4%
RhoA ., ROCK2, GSDMD . NLRP3. Caspase-1 & IL-
18 mRNA FAFEIE (P<0.01), Occludin o Z0-1
mRNA FiATHE (P<0.05, P<0.01), W3 10,
4 g

BE IR o5 & O S o M i 22 v, fE R R
“GHWT 5 R SR E, K R
Bl i, KMsti A, & AR, SEOKR A
KA, PMANA, PO ESE NAUm_F, b
W& X, I BRI AL BE AT, AR A% OFE T
AW . RSB B A48 ZE T, UIm IR IG5 DA
LEAIG I, FRFEAEE . G TFES HFAIR N, 254



2026 4 6 A Bk % June 2026
a8 oy Chinese Traditional Patent Medicine Vol. 48 No. 6
RhoA | FE S S 22 kDa
= o SR
ROCK2 | === "% s== w= | 161 kDa —
Caspase-1 _’ 45 kDa
B-actin | we—c— — - | 4D kDa
cleaved Caspase-1 m 20 kDa
R
P
o [ 5 - 115 | g o = | 2100
r L s
70-1 | s e = | 195 kD2 o [ 1201
> B B B
B-actin | smm———— | 1) D 4‘4% ’@‘@, ‘@@‘ ﬂ%&
& i &fb
P
& B R

B3 {AHAKXKRMBELS RhoA, ROCK2, NLRP3, Caspase-1, cleaved Caspase-1,
GSDMD, IL-18, Occludin 5 ZO-1 EB &% E
Protein bands of RhoA, ROCK2, NLRP3, Caspase-1, cleaved Caspase-1,

GSDMD, IL-18, Occludin and ZO-1 in brain tissue of rats in each group

Fig. 3

X9 HAKXRKAZ RhoA, ROCK2, NLRP3, cleaved Caspase-1/Caspase-1, GSDMD, IL-18, Occludin % ZO-1 &5
FRIELLEE (x5, n=5)
Tab.9 Comparison of protein expressions of RhoA, ROCK2, NLRP3, cleaved Caspase-1/Caspase-1, GSDMD, IL-18,

Occludin and ZO-1 in brain tissue of rats in each group (x+s, n=5)

ZH 5 RhoA ROCK2 Occludin 70-1
BTFARH 0. 385+0. 041 0.70120. 049 0. 429+0. 039 0. 717+0. 080
R L] 0. 765+0. 094 ** 1.633+0.311* 0.255+0. 029 ** 0. 465+0. 019 **
2 MR R 0. 603+0. 021" 0. 833+0. 387" 0. 383+0. 012" 0. 483+0. 028
A% 51) A 2 0.552+0. 057* 0. 8090. 066* 0.369+0. 017% 0. 578+0. 029
cleaved Caspase-1/
24 5 NLRP3 GSDMD IL-18
Caspase-1
TR 1.251+0. 036 0. 721+0. 029 1. 348+0. 070 1. 206=0. 065
FRAY 2 2.174£0. 127 * 1.51420. 616 ™ 1.911+0. 053 * 2.281+0.09 *
£ HEREH 1. 476£0. 053% 1.177+0. 053% 1.526+0. 078" 1.349+0. 149%
NHE A 51) B 21 1.296+0. 102%* 0. 826+0. 086" 1.485+0. 041% 1.288+0. 136"

F: HEFRALE, * P<0.01; SR, P<0.05,%P<0.01,
£10 VRAKBIKEALR RhoA, ROCK2, NLRP3, Caspase-1, GSDMD. IL-18, Occludin % Z0-1 mRNA FiLEb8 (xzs,
n=5)
Tab. 10 Comparison of mRNA expressions of RhoA, ROCK2, NLRP3, Caspase-1, GSDMD, IL-18, Occludin and ZO-1 in

brain tissue of rats in each group (x+s, n=5)

215 RhoA ROCK2 Occludin Z20-1
BFARA 1. 00+0. 06 1.01=0. 14 1.01+0. 06 1. 000. 08
FRIZH 4.61+0.26™ 2.71£0.10* 0.70+0. 06 ** 0.76+0.05*
e R 1. 76£0. 16* 1.44+0. 17% 1. 16+0. 23" 1. 06+0. 12*
A 51 R 21 1. 68+0. 15** 1.33+0.07* 2.64£0. 11% 3.11+0. 19%
255 GSDMD NLRP3 Caspase-1 IL-18
BFARA 1. 02+0. 08 1.01=0. 11 1. 00+0. 09 1.01x0. 05
SR 7.60£0. 12 7.93+0.13* 9.37+0.05* 9.10+0.24
R 4.06+0. 20 4.17+0. 06" 5.59=+0. 10%# 7.37£0. 13%
NHEAR 51 i 21 3.37+0. 12** 3. 64+0. 08" 4.29+0. 20" 6.21+0. 11%

. SEFARALE, ™ P<0.01; SHEMA I, P<0.05,"P<0.01,

FEFREEE . . AR =L Rk 2GR
W, BRI FRBIAER . WRMARR, HFTSUE

SEAZTT AR VAR MR 7 V- B HE W DR 1 VI A i ok
JETT A WA

1837
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RhoA/ROCK2 {55553 4 7 18 4 200 Jif B L EE 4
2006 T S A 45 A ELTE g v R G s R AR
REAEWFFCIESE , XFiZ (5 i m LA, A3 B s
# BBB (143> . Occludin 1 ZO-1 & BBB I fig
EALIRAS W EURIE bR, R4 BBB IRE 545 &
FLHLARCY  Occludin F1 ZO-1 38 33 7% 5% BBB i 5
PE, BRI S, R R BBB KR
e ot P A P R BRI K B B PR T AR S B 4
REn, BRI KB4 2 Occludin, ZO-1 ZEH
K mRNA FIRB AN FARLLFEAR, 102 25 B At
#6505 LR R AR TE R BT 4] RhoA |
ROCK2 # 1 &% mRNA A MFARATE, ML
i AR FITIAR B R 70U _EORFEbRIRAR, v LS
BT 355 3 T RhoA/ROCK2 15 5 38 % i8035 ,
WikE BBB ThRERE A, HF— Lk E BEEEEN
ik,

S100B 5 NSE 435Il Sy i £ g 5 41 e 7l i 28 0
PR IME bR, HTh e S R e 2 I
FAEST ol i P R A R & A S, S100B8 B NSE
i 1o A7 Bt ) BBB OB OA UL, 38 A A I i s P
S100B . NSE 7K i £ 1) 91 [l R B i 47 4k
PEAGY ) ARt 2 IR BoR, SHFARA L,
BARIZH NSE | S1008 KT, $m I 44 -
INE, HWGReE, SR R, 350 R 41 A
WA S R 2H NSE . S1008 /K- REAR, i 461 455 7%
BN, AT B AR e i i A e R 49 1
EH

SRR A, SRR BT 2R i A T 3
BBB @A E, 0 G 4 IR T S R K
N, JGE BBB BYMEIR, i kK B R0
AT BTG IR B, i Ak & eI A
ffgEdg iy, g fIfE &K ¥ IL-18 . IL-6 A TNF-
o MR, REAE M0 G P Ge s R SE TR SR, I8l
Bem bk AL R BN, SRFARL
i, FEAVAH KB4 2 TNF-o, 1L-6, 1L-18 J%
IL-18 7K ¥ 78 1 28 35 0 ml bt A% 271 ) 1
Ja, LIRARE R TR, SRR 25 T BUS i
R ROV 2 iR, R MR OB IR, NLRP3/
Caspase-1 475 [0 20 g A2 T & 428 0 55 AL IF 55 4E
ASC fr#E & H, f21# pro-Caspase-1 H VI #|, &4k
JG Y Caspase-1 Y1%] GSDMD ) N ¥ %1, F240
M gEfLSAETS, AT IR S A i A R R TR, MK
AR K 4 A 5 07 2 e BEL KT 40 A T A B
FFAM I RAEGIR I, DR ol o P 47, ARSI
1838

gk R g R, BIAIZ] NLRP3, Caspase-1, GSDMD
HH M mRNA R BR T ARAL T fi b
FMEAR S EALH FIRTEAREB A I RRAR, R & 45
BT U A AR T R A, T RE S
NLRP3/Caspase-1/GSDMD {551 &4 X

5 LR, S MERERB SIS DMCI K FUK 20 41
K Jeph 2 D) e i, B BBB &M, R
BBB R He, W e 5 - ar i, HAEHT AT g
5 1E#% RhoA/ROCK2 {5 5 il #% S NLRP3/Caspase-
1/GSDMD {5538 B ARG
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ERAKEUMN KR FEREHNEEZEA

AN Kk &P ORZES D 2aag B2THmY, xlE4ge’
(1. THHEHAF, LT §E 330004; 2. PAEARHAAHERARERIEFRPS, IH & &
330006; 3. TP EHAFFHARDREMIHLEELLLE, LH &5 330004)

HE: BW HREMKEYHKEEEFENRYER, AiE RSN I AR B o e i Al
BN BUREHLI AR R A | R ME B2 (0.1 mg/kg) AEMAEDME, b, SHE4 (0.8, 1.6, 3.2 g/kg),
SVRMMFARL, A 10 X, XL 2 G, SABEB MY, S 16 FERM, e FEREFIAFER
B, ELISA JERIN NI E, /KF; HE PsFEALURAME, IR T 5 PR Masson YOS F 5 44U
SR B M AL TR E, RT-qPCR Fl Western blot ¥ 45 Il 72 41 21 ERa, Bel-2, Bax mRNA HI% [ 33k,
SR SENAILE, MR R EARKIEY T SREARRFERE. FERREESM (P<0.01), Mk
E, KT (P<0.01), TEHSHR R E AR/ (P<0.05, P<0.01), ERa mRNA RE[AFILTHE (P<0.01),
Bel-2 B FREFHE (P<0.05, P<0.01), Bax mRNA R HRIAEAL (P<0.05, P<0.01), EH/KIEY &R Bel-
2 mRNA FiATHE (P<0.01), it BHRKEYTSELWERRFEES, e raes, HEMATRS R T
B NIE ERa ik BB T-HE,
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