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[ Abstract | Background and purpose: PARP-1 is closely related to malignant tumors. This study aimed to ex—
plore the clinical significance of serum level of PARP-1 protein in onset and progression of gastric cancer. Methods: The
serum samples from 145 patients with gastric cancer and 112 healthy check—up cases were collected. The serum HP spec—
ificity IgA and PARP—-1 protein levels were detected using enzyme—linked immunosorbent assay method. The correlation of
serum PARP-1 protein levels with clinical characteristics of gastric cancer was analyzed. Results: Compared with healthy
people, serum PARP—-1 protein levels were significantly higher in gastric cancer patients [(407 + 139) pg/mL vs (258 + 120)
pg/mL, P=0.014). Serum PARP—-1 protein levels were significantly higher in Hp (+) gastric cancer patients than those in
patients with Hp (=) (P<0.001). Serum PARP-1 protein levels were positively correlated with family gastric cancer history
(P=0.033) and alcohol intake history (P=0.015) in gastric cancer patients. Compared with serum protein PARP-1 negative
patients, PARP-1 protein positive patients had a significantly shorter cancer—free survival (P=0.011). However serum
PARP-1 protein level was not found to be an independent risk factor for the overall survival of gastric cancer patients using
multivariate COX regression. Conclusion: High expression of serum PARP-1 protein may be involved in the pathogenesis
and progression of gastric cancer. Inhibition of PARP—-1 may be potential new target for the treatment of gastric cancer.
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Fig. 1 The Hp specific IgA level and PARP-1 protein level detected by ELISA method in the serum samples

A: Compared with healthy subjects, serum Hp specific IgA level of gastric cancer patients was increased significantly (One-way ANOVA); B:
ROC curve analysis for the diagnosis cut-point of serum Hp specific IgA level to gastric cancer; C: Compared with healthy subjects, serum PARP-
1 protein level of gastric cancer patients was increased significantly (One-way ANOVA); D: ROC curve analysis for the diagnosis cut-point of

serum PARP-1 protein level to gastric cancer
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Tab.1 The association of serum protein level with clinical pathological characters in gastric cancer patients

Item Total number PARP-1 positive Percentage/% P value’
Agelyear 0.340
<55 81 58 71.6
>55 64 50 78.1
Gender 0.192
Male 89 70 78.7
Female 56 38 67.9
Gastric cancer history 0.033
Yes 32 29 90.6
No 113 79 69.9
Smoking history 0.069
Yes 76 60 78.9
No 69 48 69.6
Alcohol intake history 0.015
Yes 62 58 93.5
No 83 50 60.2
Borrmann type 0.002
I 12 6 50.0
n 20 13 65.0
Iir 98 76 77.6
v 15 13 86.7
TNM stage 0.143
I-n 58 42 724
- 87 68 78.2
Lymph node metastasis 0.109
Yes 89 69 71.5
No 56 39 69.6

" Pearson j’ test or Fisher’s exact test

®2 COXmEEFSHIRASHS B REEEOSHEXM

Tab.2 Cox regression analysis of clinical data correlated with OS in gastric cancer

Factors Uilivariate : Multivariate

RR (95%CI) P value RR (95%CI1)* P value*
Age/year (<55/>55) 1.167 (0.659-1.457) 0.346 1.238 (0.823-1.965) 0.305
Gender (female/male) 1.452 (0.847-1.741) 0.084 - -
Gastric cancer history (yes/no) 1.708 (1.244-2.500) 0.013" 1.758 (1.382-2.368) 0.030"
Smoking history (yes/no) 2.856 (1.443-4.940) <0.001 " 1.100 (0.732-1.594) 0.129
Alcohol intake history (yes/no) 2.024 (1.685-3.476) 0.007 1.287 (0.855-2.452) 0.092
Borrmann type (IV/III/11/ 1) 1.803 (1.223-3.025) 0.034 1.764 (1.204-3.026) 0.025"
Lymph node metastasis (yes/no) 1.632 (1.204-3.502) 0.017 1.423 (1.117-2.085) 0.057
TNM stage (II-IV/ 1 -1I) 2.322 (1.258-4.118) 0.002 1.258 (1.107-2.022) 0.044 "
Hp, urea breath test (+/-) 3.852 (1.502-5.975) <0.001 " 1.653 (1.115-3.224) 0.027 "
Serum Hp, ELISA(+/-) 2.223 (1.088-3.728) 0.011° 1.890 (1.432-3.704) 0.042"
Serum PARP-1 protein (+/-) 1.699 (1.307-2.251) 0.017" 1.106 (0.758-1.660) 0.210

*: Obtained with univariate Cox regression analysis; *: Obtained with multivariate Cox regression analysis;": P<0.05; n=145
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Fig. 3 The influence of PARP-1 protein level on OS in gastric

cancer
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