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B W, ey akEE XURKIR, Fahl 5 e B IR M AH

WE HB W mNREOR (PMPs ) X 2R B R 84
(DSS) 175 125 M 5 /1N B 3 8 R T J3E I i 28 o 375 17 114
W, ik S NI AL (n =10, IR FHJCHZEIB K
+ JEIE ST 0. 9% FALEHEE W) \PMPs 4 (n =10, LK TC A
FEMK + BRIP4 PMPs) \DSS #HI2H (n = 10, 4K ] DSS ¥
T+ ST 0. 9% EALENIA W) SEER 4 (n = 15, 4K DSS
W+ B IE E5F PMPs ) o WCHE 2RE M I (1BD) i85 4ME
Il & PMPs &, /MR A KA 5% DSS ¥l 1 R A4 245
I RAERY EEE T A RIS PMPs, 48 K10 S50 16 sh3s 51
(DAD) ¥F4Y, SR 25 A5 B fabn AR HE 3 3153/ U 2
LVEVES (HL) PEASG 38 4 5E 1 7™ FR I, 45 51 3Rl
R AL PTG (MPO) R4 B M R A (NE) R B
H3 (citH3) A JiiF 25 DNA 7K 38 5F G50 W4 J b R 4 4, R
FSFBRAIR T E — H R BE (FITC-D) ¥ K 100 7 2 13 155
P, ER  SIEFXTERAM L, PMPs 41/ B3I K M
[ R 5P IR ™ A A )2 AR, RR 1 FHR (P <
0.01) ; PMPs Z/NREGHALIEIH IL-18  TNF-a Z5 5 0E KT
IKF-FFE (P <0.05) ,NETs ik i1 (P <0.05) ; PMPs 41 /)
R FITC-D /K7 W] W34 %5 (P < 0.05) , 7 5 I3 385 P 14
Jin, 5 DSS diAHL, SEgR A /N BUMLAK FITC-D K3 (P <
0.05) FLBE T 45 A &, 4518 PMPs Al 7E/NELA
Wi NETs JE I, A2 i /DN RS I 980 17 A=, 38 0 DSS 45
1 5 /1N BRI Ji el Rl a5 1, Jn o A i AR
EEEIA RAEMEAIR ; I/INBURORE 5 vt 40 A S 75 4 R
S5l R B g E B v
PESES R573.9
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AU EEIA T — Ay, i J5UAH O A =R A5 47
R F B3 ( damage associated molecular pattern,
DAMP ) 52 200 K 28 Uk W T8 4 95 98 E i 1 1) o L
WA i /INRORE ( platelet microparticles , PMPs)
REME R ILZFh DAMP {5570 7 2 5HLIR R JAE S
PERN . 25~ 2R W] IBD 3% SN I PMPs
K- TR B 5P TG sh 2B IEARSG, IBD SR
503 1) i 2 20 2R S T L A e P A 4 L £/ M A
™ ( neutrophil extracellular traps, NETs ) B RTTE
il NETs JE AT DA 88008054 45 W 58 /) BB 46 1 R e
AL, W] NETs 75 i 6 B 400 75 AL i v 25 4 o AR
HIT . IBD fR 3 R 33K PMPs Al il it 5 S NETs
B Z 551 & mERRAS R ARTE 7 | 1 2 Gtk A
ACREFRSC W2 v, il /N ] i 3 B T80 A HMGBI
(1) PMPs 38200 PR A e 3 NETs B9 R, #F
M 0 o ) (AE IBD i, PMPs J2& 755 i
1755 NETs 1B 0L HE I 18 489 LA S NETs X 1 i
IS8 375 1 1 A T 1 R DAl T 5 JE i X DSS
S5 9 /N S TR ST PMPs , WLEE NETs (198 i As 0
FNGE W AR AE S b IS8 325 1k 1 A8 Ak, AR 1) PMPs 1
FHT IBD 2[RIy nl REAILT, S IBD 145 B A= B
BRI AR A SRR A

1 HRE5HE

1.1 EIezh¥  1eHC6 ~8 JAY A 20.0 g+
2.0 g MEEYE CSTBL/6 /N, I 280 s o,
Y T s i 3R T L BIERR = 3h W) e kg SPF
PP  PRFEIRIENE (12 h/12 h G JE B3R s

1.2 FERKFFMIE 0 RPEGLIREN ( dextran so-
dium sulfate, DSS) i UL 2 62 - 75 B (fluo-
rescein isothiocyanate dextran, FITC-D) I 1 7Y i Ji )
H 3 Sigma 23 A ; it E ALY ( myeloperoxidase
MPO) 47 41 A %4 £ H 1 ( neutrophil elastase
NE) .41 & H H3 (citH3) | HAZE (interleukin, IL) -
18 . IL-10 F1 /98 IR AL [H F o (tumor necrosis factor-
o, TNF-a) ELISA 57 & 0 1 2008 i it A= P R
AR F] s BCA i 2 P A I 5] 60 1 1 e et gt
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B T RS T 5 0k R % P EDTA 359 1
i K 5 FGI ( modified Tyrode’s buffer, MTB) k5
¥ AATHECH], MQX200 FEHR{UE A 92 E Biotek 2
Al B BB A A H S AH

1.3 PMPs B2k #l& RE IBD BEWERIE Ik
15 ml, AR AN HTEE, HEASIED 2 000 1/min 2
L5 min, W BRI/, #F— 205 & 1/
M2 4 000 v/min 0> 5 min 52 fiL/MRUTEE, £
MR ER 2% 0P Ve S5 BT MTB b JR3& I/
B BE N 3 x 10%/ml, A T B (20 mg/
ml) 37 1L /N, 30 min J5 T A EDTA (20 mmol/1)
A kEAR, BESS 2 000 ©/min B0 5 min(2 1K) . IR
£ FIHW,20 000 r/min #5090 min, 133 PMPs 3T
TEIFEIET MTB ', BCA A2 PMPs k¥
FFRREZE 0.2 we/ml, —80 CUKFAIRAF % H .

1.4 Zh¥HAE ER LHFNE PRIEFKE
7 dE R FREE)E 8 5% DSS KK T d(
1 RBNE T R)BEFLEESE R, A /R
LA A 4 4, 84110 H . O 1E# X EEZH (normal con-
trol, NC) : IEH KK, I8 s 73 5 A B ER 7K s @ PMPs
20 IEFAROK I8 ST PMPs ;B DSS 46 DSS Rk
+ B TS A B R K @ SEEG4H . DSS oK + I
HEHF PMPs, PMPs £ KESF 1 (0.1 ml, ¥ 0.2
pg/ml) X FRA T S [ AR AR AR B3R K, RIRGG 2 5
JRIE AL BE/INER W I T L UARAR B R B X 4%
/NI T AR KRR kA 7 20
W ARG I 45 , 2 BE Sk ™) HEA TR T SR 4 ( disease
activity index, DAL) Ztit . HGE i 45 1 42U 10%
P[] 2, A S A3, HE Y, 2 BRSOk %t/
25 R itk A7 99 PR 2124 3F 41 (histopathological index,
HI) .

1.5 ZRREALR SR KAEREFR NETs K FE#
TS A Bh R L 40 v A B K P 20200 Bt IR B
THW, Fe R & U i 1T MPO (NE | citH3 5 &4 A
F IL-1B IL-10 Fl TNF-a & 5 B 5 , A 280t
R TR 25 DNA &,

1.6 MBFEEEERN NS 8 h 5, 500
mg/ kg Xt/ R FITC-D(W% 125 mg/ml)‘]% =R
1,4 b JExd /N BRGHEA T 7K A GO I 1 S JRR e, 2817
#1100 wl, SZEPAT 1.9 ml Tris #& (50 mol/L)
i B 4 000 r/min 250> 10 min J5 BU_| 35 W B AR Y
(W WA 480 nm 1A ST 530 nm) %€ FTIC-D

CE S

1.7 MHEEMEMEHEESNT HORBH

PR LVE T A B R L= A 2.5% 1% %
WV 0.5 ~ 1 mm® /B B F 2. 5% ) R
W4 C[HE 6 h, PBS Mk, 1% ML HE R E &
AN BE 2 SR B i K I, BT 60 °C IR AR PR SA U
NEREAE 48 h, M)A, Mk ER BT Yy (0, Ve T4
J o 2 ) T B AR A R I A 2 254

1.8 SritZAhIE SR SPSS 21. 0 #4720 #r
BIERDARTHERI x s s, 408 FEBR
MSTREA ¢ K090 507 22000, THECRORN UGB e
SRR AR R R 5k, AR IR 7316 %
R HE R A Wilcoxon 55 B AR 56, % 2 WOk}
AN MR FH Pearson ¥, A P <0.05 N2ZERAH
BiteEE L,

2 R

2.1 PMPs X} DSS 255 /NiR DAL 15> F45 B7 5%
BIRGIEERIEN  NC 4/ RJC I f8 FA IR 2 R
FESEREIR , G5 I R B 25 40 o e IRARHES B2 5% o4&
PEANAEIRE (] 1B) , DSS 4/ B Bk 1 5 e 0k
B2 H PR RBLER K5 0 A HIR IfL {8, DAL A0 HI PF53 48
NC 4171 (P <0.01, 18 2) ; DSS 4/ FOGE: Fal Il
SRR FE K I 15 V5, B B 1 R A s 4, 35 40 A4
AT MOBR A AL | JRy 6 m LA 4R A0 i i i ([
1B), DAL DSS &5 i 48 /N BUASE B A4 S il
PMPs 41/NEL DAT P43 5 NC 413538, {3 HI 345 T
(P <0.01, & 2) ; 25 I B3 30 I 36 155 Jm 3 /K
i, RRARZE A 5 AR T MR AN R B, Jm ]
DLAE A= E (] 1B) s #2755 PMPs Al GERA —E 1Y
HARIEF 5250 41 /I B A3 55 5 R 48 DSS 4 i,
DAI 1 HI $E40 08 &5 T DSS 4, (HZ R LGt E
S, SR BEA] WLAS P FEREE I K BRARGEHA 240 B e AR
B R R (K 1B) . FREE RN,
PMPs HIEE T DSS %S H45 154 .
2.2 PMPs Xf DSS 25 B7 K /)N BR 45 B 9 B F 7K
QRN ELISA IRAGIN/ N FRZS I 4 2150 0 b RAE A
F IL-18 . IL-10 J TNF-o B A K, &5 R 3
FiiR o AT NC 4, PMPs 2H  DSS 2H K 52 56 2H {1
R T IL-1B, TNF-a0 K2 Tk (F = 242. 226,
449.459 P <0.05) ; H:H DSS 4 552541 TNF-a 7K
FESIGIFEE L,

5 NC ZAH L, PMPs 241 | DSS #5281 21 7 52 5 20
IL-10 ¥IFEAK( F = 104. 062, P <0.05) ; H:rh DSS 4
5S8R 1L-10 KV 22 5 RS 1T5 L, DSS il
H /N ZPMPs T Hil)5 , IL-1B . INF-a /KT & (P
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A 53 —NCH —PMPsil
- DSSAl — s 4l
22
=
I3
=21
%
< 20+
19 1 1 1 1 1 1 I
0 1 2 3 4 5 6 7
i 1R (d)
Bl B2
B3 B4

Bl XRUHEBRXNRERERGRERENT
A PMPs Xt DSS £ 4¢/INUA S = (1 #2005 B . DSS 45 ¢/ B
FHIESG BRI 45 HE x200;1:NC £H ;2. PMPs 41 ;3. DSS 41 ;4 . 528641

A 161 --NC4l —PMPs4l
- DSSH — SEIG 4
12+
S
&
<
)]
4+
0
1 2 3 4 5 6 7
NEITE))
B 121
%k %k
3k
8 L T
&
&
Bk kK Ht
T 4 T

NC4l  PMPs4l DSS4H  szi4l

B2 PMPs Xt DSS 45075/ FR 45 17 DAL HI iE55 B 8500
A:DATPESY ;B HI PE43; 5 NC 4L He#. * * P <0.01; 5 DSS 4
te# . " P <0. 01

€ 60 I NC4L

< - B pPMPs/ a
£ [ DSSZH. *

B S U 4] I

% %

X 40+ ]’

+®

M- * * %
T * %

= 20}

%

Ay

5

=

S0 I I
= IL-1B 1L-10 TNF-a

3 PMPs 3t DSS &ia R /NRIFFIEALR
RKAE B FRIEKTERI BN
5 NC #HAH . * P <0.05; 5 DSS 4HAHIL#E . # P <0. 05

<0.05) ,IL-10 /K P22 R TG XL,

2.3 PMPs X} DSS &7 K /NR 45 BF NETs 7K F#)
BN 7EILRAE WA T Ok E AR B PMPs 5
F DSS % 48 /N B I NETs , #A /N 545 i 266 i o
Kl NETs 43 (MPO . NE F1 citH3 ) 7K 3 3k Jiz e
NETs BB, &l 4 Fros, AT NC 44, DSS 4
MPO NE Fl citH3 /K FEF & (P <0.05), IF B
DNA /K FER#AK (P <0.05) ; PMPs 41 MPO \NE Fil ci-
tH3 KFIFHE (P <0.05), 5 DSS 4AHEL, S256
H/NREEZH 4] MPO  NE il citH3 2 357K SE48 0,
JiFES DNA R Ik AKFREIR (P <0.05) . 45 R 4R
PMPs %55 DSS 25 & /INRIAG B IZH 2 NETs JE A%

2501 1 NC#H
Bl PMPs4.
200k [ DSS#L

SEIh A
* 4

[—
W
o
T
*

100

W
(=]

Ji7 40 23 5] FENETs# & 7K *F(ng/ml)

(=)

7 BSDNA

MPO NE CitH3

E 4 PMPs %t DSS %555 %5 /N R BG FhBE
B4 NETs 9 FRiEKFRIZM
5 NC 41tb3s . * P <0.05;5 DSS 4l 3. P <0. 05

2.4 PMPs Xt DSS &R /NRIZFREESEEN R
M &S frs, 5 NC 41 Hedss, PMPs 41 DSS 41 Al
SIS/ B2 FITC-D K FEH & (P <0.05) ;5
DSS 4 L # , SEg A /N BRI K FITC-D 7K BH i 34
F(P<0.05), Ph L5547 PMPs o] 3 fin/ B
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BB v REIE— P N S5 W S0

A2 75 S5 F % /N B o e e 25 4
PEATIEE AR 6 i, NC /0N R Bl B &
K HEA BB AT, A1 M )5 B2 25 8 (1 6A) ;
PMPs 4 7] WA T 0 B E 40, )Rl HES 22 B,
20 B A R 1 T O, R R R RN (B 6B) 5
DSS 2H 7] W45 7 i 90 B W i 28 4 L H A, 4[]
R ARG AR TE MR PR K R B i
TR (K 6C) . 5 DSS 4 At , 52 56 40 /)N B[R A
ISR B ZS 40 Sk, HES) A B, 200 it 1) B 184 K, {E 4
i 34 B 45 M AR (1K1 6D) o LA &5 SRR PMPs
FIREINEE DSS 25 % /1N BV 6 5ot s 45 44 1) 48244,
S0 A R

60

*#

i |

FITC-D(mg/L)

|

NC4 PMPs4l  DSS4 SEgh A

B 5 PMPs XF DSS 4507 5 /)N BR B 5 BE 18 135 1 0 &2 i
5 NC#HIL# . * P <0.05; 5 DSS 4 H# . *P <0. 05

C D

BEe6 /NRBFEBRMEHEE %2 000
A:NC 41;B:PMPS 41;C.DSS 4 ;D. LK

3 itig

IBD Zfp Ll 1 A 0 WA, AT o g 2

St B0 A 1 R R AL A AR . MR e
PRGN, 20 TR PN R A O PR 2R 3 e A O
3R DAMP 3R T 0 I R SE fi 4, FE
o DAMP 220 R T ML A 21 27 5 40 At 363 40 B i 9 A
S R A A R PRR AZ A 5 5 S0 A
BRI KA RS W S K DAMP
155 B A L O 5 SR G B 461 ik R 85 DD AR G

PMPs J&A PN &5 i fe e O AR Bk, bk T A 41
BAESL B BAL B AW R S5 50E S I
ThRE, K" "2 R, PMPs 1] LIS 5 1fi 2
TE R il e 9 RE KR, 765 IR 0 I 45950 LA S A
By e vh A E AR T, IBD A0 A/
W% BEAEBF ST $2 75 IBD SR AE7E PMPs ik |
P BFgE T 45 R R IBD B 6 PR AN i 2 4R
PMPs (158 3k 7K °F- ¥4 5 %5 95 15 2 #4255 E A OC, B
PMPs REBSTERSNF T PERL 40 B P B NETS , i 26
50427 PMPs A G T 152 NETs JE 2 5 78
RIETE D .

NETs J2 F {1 A4 8 Hh i 4 240 e R8¢ e i 2 4 I 4%
RZEFY & NE 4 A H3 0 & 5 S st
JAY  AERE R S ok BERE AL | 18 B e 2 s A
SR SR L R R ) R FEE AR L fE IBD I
], BE RN PMPs ZKF- T8, I8 o 5 bR A
WA HIJE B NETs , il = 25 i 2H 30 43, ik il A% T
BT AR AR EE DSS 45 i /N R SERE
ik PMPs I8 i3 58, & B PMPs ] LAINEE /N LAY 45
[0, it B AT FITC-D &, % B PMPs T
Je/INEU b R 2R R s i, R B R A2 1R
e BRI IR A0 M E) 2B |, P b RS i PR RS
A GE R BB TE 45 1 H 95 2 O S 4 v 45 W %€ 3
NETs JE R, #EM Al GEJ2& i T NETs BA A Fo e kA1
Sy i b 5h S 30 NETs 15 5 8 B R bk, LA
DSS 45 i AR A v 55 fizy e 5 e o 5 i AN L 4 AL
(B SZBAHAE 1 5 PMPs J5 45 i B I 4 4147 3% MPO |
NE % citH3 45 NETs j43 7 5t i B S 385, 142 /2
/N EREE B B I NETs AT R, 26 B PMPs REfS 15
S NETs JE R, 380 DSS 45 1 % /1N BB I 2 B 3 355
P,

ZMFFE R, PMPs AT AE/N IR N5 NETs B
B, 3G DSS 251 /N R i RS & v, HA G
NETs X} fizs 5t B Dy i 1) 52 W ML A 52 1 AN R A T fig
5 b B A %) 2 R P EAE A ) 2 0 PR
FEHCA 5% ; PMPs W ey 55 v 4 4 i AH B A 5=
NETs JE J8 i 175 W gy 18 285 65 o 05, A3 75 ik — 20 bt
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Effects of platelet microparticles on intestinal

mucosal permeability in mice with DSS colitis
Yang Bin, Li Huihui, Zhang Luyao, Liu Qiuyuan, Wang Didi, Hu Jing, Han Wei, Liu Xiaochang,Mei Qiao
(Dept of Gastroenterology, The First Affiliated Hospital of Anhui Medical University, Hefei 230022)

Abstract Objective To investigate the effect of platelet particles on the extent of intestinal inflammation and in-
testinal mucosal permeability in mice with dextran sodium sulfate induced colitis. Methods The experiment was
divided into four groups: normal control group (n =10, drinking sterile distilled water + intraperitoneal injection
of 0. 9% sodium chloride solution) , PMPs group (n =10, drinking sterile distilled water + intraperitoneal injec-
tion of PMPs) , DSS model group (n =10, drinking DSS solution + intraperitoneal injection of 0. 9% sodium chlo-
ride solution) , and experimental group (n =15, drinking DSS solution + intraperitoneal injection of PMPs). Pe-
ripheral blood-derived PMPs suspension was collected from inflammatory howel disease (IBD) patients. A colitis
model was constructed in mice by allowing them to freely drink a 5% DSS solution for 1 week, followed by continu-
ous intraperitoneal injection of PMPs for 7 days. Disease activity index ( DAI) scores was recorded daily and the se-
verity of intestinal inflammation with histopathological scores ( HI) was assessed by HE staining of colon samples at
the end of the experiment. Myeloperoxidase (MPO) , neutrophil elastase (NE) , citrullinated histone H3 (citH3) ,
and free DNA levels were measured in colon homogenate, observe intestinal mucosal structure by transmission elec-
tron microscopy, and intestinal permeability was tested using fluorescein isothiocyanate-dextran ( FITC-D). Results

Compared with the normal control group, the colonic mucosa of mice in the PMPs group showed edema, severe
destruction of epithelial structure, extensive aggregation of inflammatory cells, and increased overall HI score (P <
0.01) ; the levels of inflammatory factors such as IL-1B and TNF-a in colonic tissue homogenates of mice in the
PMPs group increased (P <0.05), and the expression of NETs increased (P <0.05) ; the plasma FITC-D level of



- 1366 -

FHEHAKXFFIR  Acta Universitatis Medicinalis Anhui 2023 Aug;58(8)

W 2% pg Bt 1) .2023 — 07 — 13 16:40:54 W 2% 4 i3k . hitps ://kns. cnki. net/kems2/ detail/34. 1065. R. 20230713. 1440. 040. html

KRB AE ox-LDL 5 5
JER) THP-1 JR PR R anie 4T vy 1 H

FEAE R KR R B AR A

HE BH iKY ( DAPA) 7E AL IR & T IS E O
(ox-LDL) i S8 Wi A9 A i R 11 IL975 BE A% 41 i ( THP-1 ) 544
MR ET-HER, FiE  #id ox-LDL 5% THP-1 &
PEE WEAN AR THP-1 JE PR R A0 M A T A 15 8 56
SME N 2 X B (NC) 41, ox-LDL 21 F125 %) 1 7 ( ox-LDL +
DAPA) 41 ; DATHIZT O 3200 15 0 4 B 76 7% Ak 7K SF- 5 200 e 38
SRR £ (CCK-8) Rl DAPA Yo 76 4 41 i 3 771 14
K21 ; Hoechst 33342/ P1 MU YLAGIN THP-1 IR M IR 40U AE T
S0 S P HE I LA I DAPA X ¥ TR 4 B A T T e
T Caspase-1 FIK M52 M0 5 2R FH Sl izt WA 12 A6 00 400 A 335 9%
Herp UMM A M (LDH ) 1 1 ; R H] qRT-PCR 1 Western blot
S VRRAZ T RS A SR R AL B AL SURE 52 /R 25 1 3(NLRP3) |
2 b R R R A S R AR 1 K S T -1 ( Caspase-1) P T-HHIEBE 45
FEEEF(ASC) (THBZ 2 D(GSDMD) A4S 38 (IL)-18 | IL-
1B mRNA FIEEHERIBKF, &R CCK-8 IER I 25 RAE R
DAPA fEefE T WM B2 4 10 wmol/L; Il 4T O e (6,45 SRR
THP-1 B WEAN IR R 40 M A T AR B Al ) 5 NC 4
He3s , ox-LDL 21 " NLRP3 ., Caspase-1 ,ASC .GSDMD .IL-18 . IL-
18 mRNA FIZE AR B K FHFE (P <0.05) , BULPIE(PI)
FHPE 2 i %5 &% LDH J& P38 i (P <0.05) Caspase-1 i) 9¢ G
SRR R A L N RO 2T LR T I 22 T DAPA TR,
ox-LDL + DAPA 4 a7 iR T2 4 G F 19 mRNA FNZE 3%

2023 -06 - 19 $1L

B4 H  ER ARRERLS (%5 :81660083 ) ; 5 M4 BH 335
H (%i'5 RS FH AA(2020)5014) ; 5T 44 5 )2 A
BRAA B TR RIBE (%% B P A4 (2015)4026
)

PR PR B BERL R 2 B PR .o N RE, 5EIH 550004
2B BERLR 2R AR BT AT, B 550004

YEZ TN F8A 55 WA A
XK Lo B, FARBEIN 1A WA S0, SEAEAE
#  E-mail ; Liudanan2000@ sina. com

SKACEIBEAR (35 P <0.05) , P1 FEVE4H MO %k & LDH 35 7 [
(P <0.05) ,Caspase-1 % 58 £ Uk 55 , 20 Mo Jf ot P9 A9 21
GHRTHIE (P <0.05), 518  DAPA XF ox-LDL i S W
i THP-1 PR A AL T HA PRI PR .

KR IRHE I R FR IS A A 5 Y PR A0 5 A
BT AL R

hESES R541.4

MEARERD A XEHS 1000 - 1492(2023)08 - 1366 - 08
doi:10. 19405/j. cnki. issn1000 — 1492.2023. 08. 020

oh ik o8 B A 1k ( atherosclerosis, AS) +2& 8H bk Ifil 5
REJG TR B 1M R Mg | ™ S Ak
JiE, 2O U BN B B 2 N, B AR
J& AS BEHR A 32 BELH AN AR, PR RE A Wk I TR B
TR, SR> h 22 T £1 58 200 B PRl 7ok 4E 47 Ry i %
REJLI I S BB R 2, AT R
— 5 SRAEAHOC BT B R P PE AR M AR T, Fe) A 1
T EWRAN ML, H AR AL 32200 S s T2 e R
KA R MR B H /K f# B ( cystein-containing aspartate-
specific protease, Caspase ) -1 F#) 28 #iL 34 42 Fl K i+
Caspase4/5/11 ke kAR BFSES B 4l
MIAETAE AS By & AE AU i B AR ], H AT,
I PR T 5 RS BEBRAY BT AS 25 32 B2l
TT2R25%) , R R 2, IR FH 24 J5 AT ME LA 3 4
1k AS By, BF5E' BUESE , iAHE 51174t ( dapagliflo-
zin, DAPA) W] 852 AS /0 Wit 200 g ) 9= 9, I g
SRBEH TR E I, (HHAE LRI A B, %0 5e Ll 38
id ox-LDL P55 THP-1 J1%: B 40 g #4 i THP-1 4
PEVLIR A0 AR TRE A ¥R 45 DAPA X THP-1 Y51
RN AR TR IR T, 0 DAPA HI T Biiifh AS K&

mice in the PMPs group significantly increased (P <0.05), and the permeability of intestinal mucosa increased.

Compared with the DSS group, the experimental group mice had higher plasma FITC-D levels (P <0.05) and

more electron microscopic colonic epithelial damage. Conclusion

PMPs induces NETs formation in mice, pro-

motes colonic inflammation in mice, increases intestinal mucosal permeability and aggravates intestinal inflammation

in mice with DSS colitis.
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