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Abstract Objective: This study aimed to compare and analyze the functional differences between peripheral blood mono-
cyte-derived dendritic cells (DCs) of Helicobacter pylori-positive and H. pylori-negative patients with gastric cancer. Methods: H. py-
lori infection was detected in 84 patients with gastric cancer in our hospital from January 2011 to October 2012 by the “C-urea breath
test. DCs were generated from monocytes isolated by an adherent method from the two groups of patients and cultured in the presence
of rhIL-4, thGM-CSF, and thTNF-a. Furthermore, the expression of surface marker molecules was determined by fluorescence-activat-
ed cell sorting analysis. The cytotoxicity of DCs pulsed T cells against gastric carcinoma cell was assessed by the lactate dehydroge-
nase-releasing assay. The secretion of IL-12 and IFN-y in the supernatant was determined by enzyme-linked immunosorbent assay. Re-
sults: No difference was observed in the morphological change of the maturation process. The mean expression of CD1a, CD80, CDS83,
CD86, and HLA-DR molecules in DCs of H. pylori-infected patients was higher than that in DCs of H. pylori-negative group, and the
differences were statistically significant except for CD1a and HLA-DR. The cytotoxicity activities, IL-12 release, and IFN-y release in
the H. pylori-positive group were significantly higher than those in the H. pylori-negative group (P<0.05). Conclusion: H. pylori infec-
tion has no effect on the morphological change of the maturation process of monocyte-derived DCs. These data clearly demonstrate that
monocyte-derived DCs of H. pylori-infected patients with gastric cancer can induce stronger maturation and activation than those of H.
pylori-negative patients.

Keywords: dendritic cells, Helicobacter pylori, gastric cancer

fEEBM:DENAFZMERNER. FEARMBHMESE —LMNERMESST F 0 (BT 350025); QETAZEZRERBEHAT RN
*ARNIRAEZHREX EFRHZ GRS (45 : 10MA068) .BEE BARFE SR HE (45 :2010D013) FAE I HRHLITXIGIF A (%HS -
3502z20104014) & Bh

BEEE BRE®R chenyq707@163.com


https://core.ac.uk/display/41459502?utm_source=pdf&utm_medium=banner&utm_campaign=pdf-decoration-v1

T E MGG R 2013 4F 5 40 55 158 Chin J Clin Oncol 2013, Vol. 40, No. 15 www.cjco.cn 903

W 5 H AR A 4 7, HAET R G A
FE RS 200 AT TIRAT R R AR TR ER IR
RAEREERE . wATHR A A R et R AN
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cells, DCs) JE AR e fcom 1Y% BRPT IR 3 S 40 0, th
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IS, Hp B B M T e 547, T g2 i
Hp B ORI S 2 D RE , B 5 ML I8 B9 i
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AH A5 fif WL ARAE o PR, A 9 i N 1 R R
AN JE L A % 4l i (peripheral blood mononuclear
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K , Bk 25 min, JFRS COBE0M UL, i A—T 4
A BRI B AT, A2 R, S CO,
BESGR A OAR A IE A LS, TS A i
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1 Hp PRIEFARA1E B B & IR R =
Table 1 Clinical data of Helicobacter pylori—positive and —negative pa-

tients with gastric cancer

Group Group
Clinical data H.pylori-positive  H.pylor-negative ~ p
(n=53) (n=31)
Sex 1.000
Male 30 18
Female 23 13
Age (years) 0.650
=59 29 19
<59 24 12
Surgical resection 33 18 0.818
Adjuvant chemotherapy 48 27 0.720
AJCC stages 0.634
IB 5 2
Il 17 6
A 15 10
B 7 7
v 9 6

A-B:Immature DCs of Group H.pylori—positive on day 5 of culture; C-D:
Mature DCs of Group H.pylori—positive on day 7 of culture

K1 DCs A RRAIESZ L (x400)

Figure 1 Morphological change of the maturation process of DCs (x400)

2.3 Hp /B4 B8 B34 SN A I MoDCs G35 12 73+

P BASCR I 35 5556 7 K DC dbnic 73+
FEIR R, Hp PHAE S i 5 408 1l MoDCs 2 17 CD1a,
CD80.,CD83,CD86 ik A 41 43 5l by 32.22+£3.85
62.98+.80.59.58+4.36.64.94+4.38 .69.26+4.05, fk T
Hp BAPEZH (43 51 5 31.66£4.09 . 60.11+4.29 . 56.97 =
421.60.20+3.74.68.93+4.04) , Z 55 1127 23 1 P 4
CD80.,CD83.CD86 M F ik /K V-2 7 A Fiit2= 5 X,
CDla HLA-DR 253 o8t i1 .
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H.pylori—negative —|

H.pylori—positive

T L] )
20 22 24 26 28 30 32 34
Cytotoxity index (%)

[€]2  Hp FHM: 5B E 90 8 3% CTLs X B R 410 BGC823 B ARG %
Figure 2 Cytotoxic T lymphocytes in groups of Helicobacter pylori—posi-

tive and —negative patients with gastric cancer
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A': The secretion of I1L.-12 in the supernatant of different DCs on day 7 of
culture; B: The secretion of IFN—7y in the supernatant of different CTLs on
day 14 of culture
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Figure 3 Secretion of IL-12 and IFN—y in the supernatant
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