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Abstract
AIM: To investigate the relationship between
verrucose gastritis and gastric cancer.

METHODS: The expression of vascular endo-
thelial growth factor (VEGF) and kinase insert
domain-containing receptor (KDR) in chronic
superficial gastritis, verrucose gastritis and gas-
tric cancer was detected by immunohistochem-
istry. Helicobacter pylori (H. pylori) infection was
detected by the °C breath test.

RESULTS: The rates of H. pylori infection in
patients with verrucose gastritis and gastric can-
cer were both higher than that in patients with
chronic superficial gastritis (x* = 26.4, 29.697,
both P < 0.01), but there was no significant dif-
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ference in the rate of H. pylori infection between
patients with verrucose gastritis and those with
gastric cancer (x> = 2.229, P > 0.05). The positive
rates of VEGF and KDR expression in verrucose
gastritis and gastric cancer were significantly
higher than those in chronic superficial gastritis
(x* = 20.008, 29.697; 15.428, 24.300, all P < 0.01),
but there were no significant differences in the
positive rates of VEGF and KDR expression be-
tween verrucose gastritis and gastric cancer (y* =
3.461, 3.793, both P > 0.05). The positive rates of
VEGF and KDR expression in mature verrucose
gastritis were significantly higher than those
in non-mature verrucose gastritis (y° = 6.084,
10.026, both P < 0.05), but there were no signifi-
cant differences between matured verrucose gas-
tritis and gastric cancer (x> = 0.728, 0.080, both P
> 0.05). The positive rates of VEGF and KDR ex-
pression were significantly higher in verrucose
gastritis patients with H. pylori infection than in
those without H. pylori infection (5° = 5.637, 5.398,
both P < 0.05), but there were no significant dif-
ferences between verrucose gastritis patients
with H. pylori infection and patients with gastric
cancer (y* = 0.839, 1.006, both P > 0.05).

CONCLUSION: H. pylori infection is involved in
the formation of verrucous gastritis. Expression
of VEGF and KDR in verrucose gastritis is simi-
lar to that in gastric cancer, suggesting that both
VEGF and KDR may be involved in the evolu-
tion of verrucose gastritis to gastric cancer. The
observation that expression of VEGF and KDR
in mature verrucose gastritis and patients with
H. pylori infection was higher may imply that
mature verrucose gastritis and H. pylori infection
increase the risk of malignant transformation of
verrucose gastritis.

© 2013 Baishideng. All rights reserved.
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2R VG. BRBHWH pyloriB R 2%
BT ERENEE XEH(y = 264, 29.697;
P<0.01), ™ # & Z A i £ F it 5 & L
(o’ = 2.229, P>0.05). VG#= & % 284% FVEGF
FaKDR# R ik 5L AN E L mbi 2
A %t ESL(y" = 20.008, 29.697; 15.428,
24.300, P<0.01); VEGFAKDRE®IK F £ &
B R 80 Rk £ F R ()} = 3.461,
3.793; P>0.05); m kA ey kIR F £
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SL(x* = 0.728, 0.080; P>0.05); H. pylori+# 54k
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Fsit 3 & ("= 0.839, 1.006; P>0.05).
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pax:] no— o 1 PE
IEMERRMEBRAE 30 3 27 264 0.000
TOIRBRA 80 52° 28" 2.229 0.129
S 30 24° 6 29.697 0.000

°P<0.01 vs IEMRTBMEBNA. H. pylor: WA BIE.

VEGF KDR
paxi:| n PE AR
+ - + -
IBMREMSYS 30 2 28 0.000 1 29 0.000
VBN 80 43" 37° 0.063 34° 46" 0.051
= 30 22° 8" 0.000 19° 11° 0.000

°P<0.01, °P<0.01 vs IBMEXRFRMBIA. VEGF: MEBARER
B KDR: MBAREKESZIR2.
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1.22 &R A2 (DH pylorif)iZ W, 1 H LL30
minBE S TP C-C O, 1) 8 %o ik 25 2 I (1) W
ARE AN T8 %o (B 1) 22 7, BT IIME = 8%0(30
min)-8%o(0 min). PHYEFAIKI{E =4.01+0.48F, 7] H|
& RNH MNH. pylori+; (2)VEGFHNK DR %%
TR R IL T A B AN R S i
HRORI I R . fs A 2R A 2R (o g e R
FARemmelefIStegnerti t A F0 % [ Y FH 43 (im-
mune response scores, IRS)F Mk, J& Ye(h o i
(staining intensity, ST)F1EH 441 g 5 43 Lt (percent-
age of positive cells, PP)[1J3Ef, BIIRS = SIX PP.
STA] 3 Ry a2k, BHOZR A A WL R4 e, 125k 59
FEAE, 22 R &E BRYE, 390CR 3BATE. PPRT 43245
g, RIOZC N ITE, 10=<10%, 22¢11%-50%; 3%
51%-80%, 42>80%. *4SI5PPIFEM>37 4 5
G e (),

St RH RS TT o
K96 SpearmanfF 2 AH M43 AT, BUOHE FEA £
I BT Y AESPSS17.040 T AL ST, A
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2 BR
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VEGF KDR
n + - A8 + - A8

N peds|

RAGEAVEL 40 16° 24° 0.014 10 30% 0.002
AEAEY 40 27 13 24 16

H. pylori- 28 10° 18° 0.018 7% 21¢ 0.020
H. pylori+ 52 33 19 27 25

=yl 30 22 8 °P<0.0119 11 °P<0.01

°P<0.01, ‘P<0.01 vs BEBAH. VEGF: MBMLEKRES; KDR:
MERREKRTZIAR2.

. POIRE R BEWH pylori &G 518 k%R
PR 98 03 LU W3 22 7 (P<0.01), 5 B it
FAH L E I 2 25 7 (P>0.05) (3K D).

Ptk B R MBI A VEGFRAIKDR ®
MRS EERREE R LR ESH R
TR L (P<0.01); YoOIRE RAMEmAVEGF
MK DR EIE B PE R R 2= R G2 X
(P>0.05)(72).

K ATPOIRE R P VEGFHIKDRWFRIA
BH I 26 5 Rl 2R R B 98 e s 4 b i = Sy
B2 X (P<0.05), T B POR B %
VEGFAKDR KA BH M2 5 B s 41 th i 7= S
TG 2 7 X (P>0.05), A JBETPRE £
VEGFAIKDRFEKEBHMER S Bl thig 7= 7
G2 (P<0.05)(£3).

H. pylori-Jilk H & F'VEGFFKDR KA
FITEZS S5 H, pylori+ PR E 98 5B e 4 Lo 7 5+
4012w L (P<0.05), TH. pylori+PEiR'E 4
HVEGFFKDRWZRIAPHPER S H w2 s 2=
ST B L(P>0.05), H. pylori-PEiRk'E %+
VEGFAIKDR A BH 2 5 B i 41 L i o= S+
BRI FE X (P<0.05). JORE RTH. pylorilf]
&Y 5 VEGFI{ R IE B IEAH K (r = 0.265, P<0.05),
HKDRIWFIE 5 IEA K@ = 0.26, P<0.05)(K3).

VEGFMKDR 2304 T Iif 57 40 i J i A
VAR 41 ) B B A b . VE Gy Sl 748 1
RRTEE R RBPRIRE 28 etk S
K BT RIEHPERAIRN: 6.7% 40%-
67.5%- 73.3%, LI mi(EI1); KDRAIAE
PR R BT HIRIABHPERAK O 3.33%:
42.5%. 60%- 63.3%, LR I (E12).

o 1] 3R kAT
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B # VA A VEGF
F#KDREVGH
BRMR T A
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XAEAARETHA
EWREEG ST
A, AB¥RVG
o B RARAE T ),
HVGAE %49
Br 5 697 A
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JK A il R0 2E DR A I P R A TR R S 3R
ik, M2 At IR A0 B A S T e fide, PN B 4 i
A ER AR, BT AR I B R KN KDRJZ
VEGF & # FAR 55 25 A s 206 R0 ) e
SRRz AR, BAT A A P R oy 2
KDR 50 A £E ML P S 4 i b, 4 e 4
Moy 24 055 P R A0 M AT A AR L OF
BT ok B Lk P 7 A B PR R T, SR P R 4 M T
££3%. VEGF/KD R R 87 A 10 5 1 A s i
W g T, KRR S — W, A
B P M RIE AR 2 TR 2 E, Ik
VEGF S H 2 ARK DR [P 57 I8 A6 AR AT i (1)
TG R 33 R U A% 1 O R b T AR
[ AMIF 5252 A YV E GEANYAE (e HE 88 (1)
BRI T R, I RT3 2 W RN RS s N Y 1
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AL e SRR UK D RAEE 4k 9 40 i A=
Kk FR i R ¥R AR .
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K, a0 M As i JLE bk, AR S L TR O
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R RE AN EE RN #Z 2 —. VEGFA
KDRAEPEIR H 98 S B 4200 (10 B v ik %
ST B X (P>0.05), H Gk %
FLAG 2 7 AT 4o ih 24 X (P<0.01). RWIPEIRE £
H LA VEGFHKDRI KL, B REN
B AT e, AN SEEIE K I VEGF XK DRYE ¥
RIPEIRE R B ik 20 8 2 i T R i
PR H 2(P<0.05), 115 8 LR e R giit 2
B (P>0.05). [FINS, JLAEAEREA. pylori gL 119k
R R BT RIE R B3 & T H. pylorii&
HIPEIR 1 2.(P<0.05), 15 B LL i 2= gt
R X (P>0.05). o SR BLPOIR 4 R AR REH.
pylorflEIL PR E 9 v] REE Sy A0k B . AL
pylorr AT Be R PR B 98 3R Sy 1 g (1 5 A A
. W E BRI, H pylorit) &Y 5 VEGF
KDR# A & W B EA 55 = 0.265, 0.26, P<0.05),
Ui AEPEIR B R s A R, L R RS A

W R
AL A B A
B R E A4
HVGH & 97 H B
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