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Abstract

AIM: To investigate the effects of treatment with
nafamostat mesilate (NM), a tryptase inhibitor,
on the number of mast cells (MCs) and the ex-
pression of MC tryptase in the colonic mucosa of
rats with dextran sulfate sodium (DSS)-induced
ulcerative colitis.

METHODS: Forty male Wistar rats were ran-
domly divided into control group (group A, n
= 10) and experimental group (n = 30). After
induction of colitis with DSS, the experimental
group were further divided into three groups
and intraintestinally given distilled water (group

B), 10° mol/L NM (group C) and 100 mg/kg
5-ASA (group D), respectively. The expression of
MC tryptase in the distal colonic mucosa was as-
sessed by immunohistochemistry. Serum concen-
trations of IL-6 and IL-8 were measured by ELISA.

RESULTS: On day 1 after treatment, the dis-
ease activity index (DAI) score in group B was
significantly higher than those in groups C and
D (both P < 0.01). On day 7, the DAI (6.25 + 1.67
vs 3.63 £ 1.3, 2.75 £ 0.71, both P < 0.01) and his-
tological index (HI) scores (5.10 * 0.74 vs 2.30 *
0.67, 2.00 + 0.82; both P < 0.01) in group B were
significantly higher than those in groups C and D.
The number of mast cells (13.25 £ 1.67 vs 6.37
1.19, 5.00 £ 1.07, both P < 0.01) and average gray
scale (AGS) for MC tryptase staining (119.22 +
9.85 vs 140.60 + 8.93, 150.83 + 10.06, both P < 0.01)
in the colonic mucosa in group B showed signifi-
cant differences with those in groups C and D.
The levels of serum IL-6 (83.32 £ 7.90 vs 40.09 +
6.20, 40.39 £ 6.31, both P < 0.01) and IL-8 (232.41
+18.72 vs 141.05 + 10.33, 132.09 # 23.37, both P <
0.01) in group B were significantly higher than
those in groups C and D. No significant differ-
ences were found in the above parameters be-
tween groups C and D (all P > 0.05).

CONCLUSION: Small-dosage nafamostat mesi-
late can reduce mast cell number and down-reg-
ulate tryptase expression in the colonic mucosa
of rats with DSS-induced ulcerative colitis.

Key Words: Dextran sulfate sodium; Ulcerative coli-
tis; Mast cell; Tryptase; Tryptase inhibitor; Interleu-
kin 6; Interleukin 8
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5K D) R B AL 3 AN A0 8 56 BH 2 % € 40 Jfa AT
M5, G EHR B R AR RGEFNTDO LA 4y
W R Gk FP I B, KB 5 RIBKF 2
Lt B AR AR B o D 2 8 7P AR
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15K, B4l CALMDAMHI = TA4
(5.104+0.74, 2.30+0.67, 2.00+0.82 vs 0.60+
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P = 0.000), MICLLFIDAL 2 [8¥ 2 S LG T
(P =0.341).
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B 1 MCERFRRBERRRE x 400).
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(K1), #4130 45 I F M CHUR 41 1) 2% 7 A7 4
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B#1(6.37+1.19, 5.00+1.07 vs 13.25+1.67, ¥JP
= 0.000), 1MCZ DAL 2 RTG53 (P
=0.149).
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IR FEAE G T A41(119.22 £9.85, 140.60£8.93,
150.83410.06 vs 166.75+9.53, $JP<0.03), B4 K
FEMIRTCAFIDAEIP = 0.000), MCH 5D
ZH W) PRI AR AR 22 ST IC 4 v 35 (P = 0.98, [£]2).
2.6 2 KR EAHBSMCHKZ. IL-6&IL-8
0% A FAMCE T 5 2K E g K EAE
AR B M@ = -0.804, P = 0.000); %42
B B 1 I 2K AR S TL-6 2 1A 77 AE B 35 A e (r
= -0.804, P = 0.000); 75ZH 2K M K A S
IL-8.2 [RIAFAE i 3% 51 AH 5@ = -0.746, P = 0.000).

3171E

AW RARCH KDA DAL HI. J5BE A
Mg (tryptase) FH 42 L35 1 IL-6 TL-87K-F1Y
3 PG (P<0.05); 1f HBEAE L MCEU S
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