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Abstract

AIM: To investigate the roles of nuclear factor
kappa B (NF-kB), human B-defensin-2 (HBD-2)
and antral gastritis in H pylori-positive peptic
ulcer (PU).

METHODS: Patients with H pylori-positive
(n = 40) or H pylori-negative (n = 17) PU were
included in this study. Eight individual were
selected as normal controls. Antral histopathol-
ogy was observed in the patients and controls.

The expression of NF-kBp65 and f-denfensin-2
were measured by immunohistochemistry, and
then compared between H pylori-positive and
negative patients and normal group as well as
between patients with different stages of PU by
One-Way ANOVA. Nonparametric statistics
was used to analyze the correlations of H pylori
infection, NF-kBp65, HBD-2 expression with the
degree of antral gastritis. Meanwhile, the relation-
ship between expression of NF-kBp65 and HBD-2
was also analyzed in H pylori-positive PU.

RESULTS: The histological severities of both
active and chronic inflammation were corre-
lated with H pylori density (active: r = 0.374, P
< 0.01; chronic: r = 0.333, P < 0.05). NF-xBp65
was expressed mainly in the nucleus of gastric
epithelial and mesenchymal cells in lamina pro-
pria while HBD-2 was expressed mainly in the
cytoplasm of the surface cells of gastric mucosal
epithelium. The expression of NF-kBp65 and
HBD-2 were significantly higher in H pylori-posi-
tive patients than those in H pylori-negative ones
(6.4 £3.28 vs 3.78 £2.16, P < 0.01; 12.96 £ 5.03 vs
4.69 £ 2.05, P < 0.01), and both expression of NF-
kBp65 and HBD-2 were correlated with histolog-
ical severity of active and chronic inflammation
(active: r =0.744, 0.524, P < 0.01; chronic: r = 0.650,
0.606, P < 0.01). There was a positive correlation
between the expression of NF-kBp65 and HBD-2
(r=10.438, P < 0.01). The expression of NF-xBp65
(4.28 £ 2.11, 3.65 + 2.27) and HBD-2 (8.15 + 4.28,
6.24 = 3.71) in PU patients at the stage of healing
and scaring were lower significantly than those
(7.14 + 3.24, 13.56 + 5.43) of PU patients at active
stage (P < 0.05 or P < 0.01).

CONCLUSION: H pylori infection leads to the
over-expression of NF-kB and HBD-2 and en-
hancement of active and chronic inflammation.
NF-kB activation may contribute to the induc-
tion of HBD-2 expression, and play an important
role in the pathogenesis of H pylori-positive PU.

Key Words: Helicobacter pylori; Peptic ulcer; Nu-
clear factor-«B; B-defensin-2; Inflammation
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P Fe K g AKX B M E FxB(Nuclear-x B,
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EH pylori B3 H176), 7% IEw A B84,
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NF-xBp65. HBD-28 %8 it & 451 2L, JOne-
Way ANOVAZ =W H pylori B4 4 5 3E
H pylori B % B £ 40§ 6 ENF-kBp65.
HBD-2& %, #*PURE 4 &% B 455
NF-kBp65, HBD-2#9 k& ik T3 474, JE A&
AR T R MH pyloriBF 5PUE L B £
KEAZE % % NF-xBp65. HBD-2k A 5
AERERE K ZAH pylorifaEPU NF-
kBp655 HBD-2 & A 64 48 % L.

R PUERS B £y XA 5H pyloriw 2
A2 2 EARK(FEFEr = 0.374, P<0.01; %
P = 0.333, P<0.05). /£H pyloriFaEPU B &
NF-xBp65 £ &35 T § 4608 L 2m oA B A
B8 i ta B oAk, HBD-2 £ % k5 T § 45t
FE L AR, = 0 F R EH pylori
TP LR R 53 5% (6.413.28 vs 3.78+2.16,
P<0.01; 12.96+5.03 vs 4.69+2.05, P<0.01), A
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Flr = 0.744, 0.524, P<0.01, 12#r = 0.650,
0.606, P<0.01); H pylorifaHPU § £ ENF-
kBp65%k it 5HBD-2k ik 2 EM X X A (r =
0.438, P<0.01). #&&-HFe s HAPU % 4 NF-
kBp65(4.28+2.11, 3.65+2.27). HBD-2(8.15
+4.28, 6.24+3. 710 KX EHIH(7.14 £
3.24,13.56+5.43) 2 # 51&%(P<0.05, P<0.01).
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1.2.1 NF-kBp65. HBD-2% & #J % 7% a4t Am]
AV E 60 CHIMERMS-6 hig, TE P8
N P H S 2K, 30 mL/Lid LA
FE 3L R A 10 min, DABH WA 5P S0
IR PE, BB SR, T IINF-«B
p65+ HBD-2—Hi(LAEKEES A1 1 100, 1
150), 4°CiEA, I H A Max Visionidfl, =
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BE R P SN E], 7R A K, IR RRE R,
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1.2.2 ol RS 2R A T NF-«Bp657E
WO DL RIS TR IR, D R R e A A
L JORE A B P 255 . HBD-2 L 40 i 5t HH B A 3
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= 8 1.41+0.53 1.38+0.45
PU 57 5.62 +3.21° 10.50 +5.78"
H pyloriBBEIE 17 3.78 +2.16" 4.69 +2.05"
H pylorifEiE 40 6.40 +3.28 12.96 +5.03
B®E 13 4.69+1.91 11.20+2.81
DE 19 6.90 £ 3.53 12.64 +5.50
BE 8 7.97 +3.57 16.58 +5.30

°P = 0.000, 7 = 9.073 vs IERA; [ERBA. H pylorfBiE. H
pylorBBMEPU=HBINF-xBp65LL#~ = 0.000, F = 12.882, E
th°%P = 0.003 vs H pylorfBIE, 'P = 0.001 vs [EEH; H pylori
[, . BE=HBINF-kBp65LLHB = 0.05, F = 3.245.
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0.000).

2.6 H pyloriTa£PU NF-xBp655HBD-2 & A #9
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