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5d, M H 5 5-FU+QFG 4 S5 AR FLAE BRER K 7 d,
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2.3 3 AR SIS TS

AT 1R FF AR FREL 3 4l /N RO R s, 3
AR T R RBTE TR (%) = (R4
it — HURE E AR BT ) /B W AR B X 100% . 5341
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ST -80 “CRIR VAR DR AE A
2.5 3% NHH Al A

23 A AU LIS AR 4 wm YD B, HEA T R0
HE (0, J62f Widss g as i 4 8L 25 0 405 I
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2.6 3#1Mmi51DAO.D-LA .ET K2R 4K 1
TNF-o . IL-1B .IL—6 )4k K F

AN FIMLFE R B 0.5 h 5224 °C, 3 000 r/min,
15 min &0 J5 BT 5 He BR 10 S 0 o490 A
A%, S ELISA SR & b B RERE S A i 45 , 2 BRG]
AU AL BRI T
2.7 32 NHHH 8 Cathepsin B AAIRS %3k i

Ik 7 & S 2K R AR B
Z: MR o2 A B2 1000 & 16 BH 5 20 3R, IN TR 3 4R
A&y g BHL T I 5 9 F — 0 TAEW 7K, Cathep-
sin B4 1:200 i B¢, BB B X IR, —Hi & %5,
DAB W 8, SRR R G At sl ot Ry B 3Rk
Bk Ul R BE T BEPLILES , R H Image) /3T 8 11 3%
2.8 34 % HHA 81 ZO-1. Occludin mRNA X}

TRIzol 35 #2 B/ FU 25 1 20 21 B9 & RNA 46
HLAlifE | 07 AR & S50 A0 BRUEA TRE AR Mix
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*®1 3l9E5

Table 1 Primer sequence of target gene

FEH AR 519731(5—3)

o1 F:9GAGCAAGCCTTCTGCACATCS
R:5TCGGGTTTTCCCTTTGAAGAGTS!
et FrTATGGCTGCTGCTGATGAATAS
cludin
e R 5 CTTGATGTGCGATAATTTGCTCTTS!
F:5 TGGAAAGCTGTGGCGTGATGS'
GAPDH T ,
R:5TACTTGGCAGGTTTCTCCAGG3
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PEATHEOG 852, B-actin A N2, {fi F Image] $X1F 43
U ASE S
210 HiilEJiik
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== 5-FU4]
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] /d
A HXHRALIHE 1) P<0.05; 5 5-FU4LHL4L,2) P<0.05.
Note: Compared with the control group, 1) P<0.05; compared with the 5-FU group, 2) P<0.05.
E1 3AMFRE. EEERESHELLR

Figure 1 Comparison of body mass,tumor volume, and diarrhea index of in each group
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TR P IR R 45 Cathepsin B/NLRP3 M #9 5 K i /N B 5-FU 17 M A B 42 AU ML IF 5T

W, B R 3 A0 e HL AL RR 2 WAV G, A8 PR IR S-FU 4 L%, 5-FU+QFG AR W 9 & K I B3
FIE AT BB i . BT R2A T R, 5 BN, BRUsS TR W S R AR, SR B /B RS L S
X HRZH AL, 5-FU LI o B K B8 1K, BB (P<<0.05). Z53KBH, QFG n] 28 4% 5-FU JIF 8L
TP BN, 5/ B L B E RRIR(P<0.05) ;5 WK/ DR A S niits. Wk 2.

X B2 5-FUZ4L 5-FU+QFG 41

%
80
00— o
< 0 1) % =
W T 404 M
& = W
B 100- 5] 20 s
B
0= 0-
WAL 5-FU4l 5-FU+QFG4L XL 5-FU4l  5-FU+QFG4L AL 5-FU4l  5-FU+QFG4L
S AR, 1) P<0.05;5 5-FU4L A, 2) P<0.05,

Note: Compared with the control group, 1) P<0.05; compared with the 5-FU group, 2) P<0.05.
2 SATMARKERSFNE(X100, X200)

Figure 2 Pathological morphological observation of jejunal tissues of in three groups (x100, x200)
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TE: X IR IAL, 1) P<<0.05; 5 5-FU416%¢,2) P<<0.05.

Note: Compared with the control group, 1) P<0.05; compared with the 5-FU group, 2) P<0.05.
3 34miEH DAO.D-LAET. TNF-o,IL-1B.IL-6 & EKF L&

Figure 3 Comparison of level of DAO, D-LA, ET, TNF-«, IL-1$ and IL-6 in serum in three groups
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G PEH AU F RS R R, Cathepsin B EEI#
IRTEMLIR 45 F BARE 0, XTI AL, 5-FU 4
/N5 7 4 41 Cathepsin B A9 BH P 38 38 R T+
(P<<0.05); 5 5-FU 4l b3, 457 QFG T Hi)s , /N
25 I 4 21 H (1) Cathepsin B BH P 36 35 R T [ (P<
0.05), Western blot 253 7~ , 5% B0 L%, 5-FU
2 /NS I 2 2P Cathepsin B 25 PR X 260k & FF
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RS VS R I TR R 22 Cathepsin B/NLRP3 3 B 5 K Wi /N B S—FU A7 HE A 25 IE R O HLHI BT 58

Xof 2R

S-FUAL FF

5-FU+QFG 41

Cathepsin B FHEF 5%/ %

1)
I 2)

X4l 5-FU4l 5-FU+QFG4L

L 5-FUZL 5-FU-+QFG 4L

42 kDa

B-actin
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o

5 1)
%1.5— I 2

XA S-FU4L 5-FU+HQFGHL

=
W
1

Cathepsin B 2 [1 41
=
1

(=]
(=]
L

T SRR ILA, 1) P<<0.05; 5 5-FU 4L HL#E,2) P<<0.05.
Note: Compared with the control group, 1) P<0.05; compared with the 5-FU group, 2) P<0.05.
4 3IHENRZTHELH Cathepsin BEBHHIFRIEKF(X400)

Figure 4 Expression level of Cathepsin B protein in jejunum tissue of mice in three groups (x400)
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TE SRR A, 1) P<0.05;5 5-FU41L4%,2) P<0.05.
Note: Compared with the control group, 1) P<0.05; compared with the 5-FU group, 2) P<0.05.
E5 3EZFALAF NLRP3.ASC.cleaved Caspase—1E BHHIFRIEKTE
Figure 5 Expression level of NLRP3, ASC, and cleaved Caspase—1 protein in jejunal tissue in three groups
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Figure 6 Expression level of ZO—-1, Occludin mRNA and protein in jejunum tissue in three groups
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