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COX-2.p16™* p53 F ik HATHH LB , 45 2 i /R X p53 ik 5 Ann-Arbor 43145 56 (P=0.027) , —
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[Abstract] Objective To investigate the expression level of COX-2, p16™<“* and p53 in patients
with classic Hodgkin’ s lymphoma (cHL), and to evaluate their correlation with prognosis. Methods
The clinical data and samples of 52 cHL cases were collected. Immunohistochemical staining was
performed to analyze the proteins level mentioned above and in situ hybridization of EBV encoded RNA
(EBER) to clarify the tumor EBV infection state. Correlation between the protein expression and prognosis
of patients was analyzed. Results Of 52 cases, the male and female ratio was 1.6: 1, the age was from 22
to 68 years old. All lesions located primarily in lymph nodes. All samples from 52 cases were stained with
COX-2, p16™“* and p53, and the positive expression of COX-2 was found in 28 cases (53.8% ), that of
p16™“ in 25 cases (48.1% ) and p53 in 42 cases (80.8% ). All patients were divided into two groups
according to differences in age (<40 years/ =40years), gender (male/female), EBV infection (yes/no), B
symptoms (yes/no), and the Ann Arbor staging ( I — [[/Il-1V ), the correlation with COX-2, p16™“and
p53 expression were analyzed, and only p53 expression was correlated with Ann Arbor staging (P=0.027).
The statistical analysis of correlations between COX-2, p16™“* and p53 showed that the expression of
COX-2 was strongly correlated with p53 (P=0.008), and p16"™“* was not related to either COX-2 or p53
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(P=0.246 and 0.958). Kaplan- Meier univariate OS analysis using SPSS17.0 software showed that only
COX-2 expression was an adverse prognostic factor for patients’ event free survival (EFS) (P=0.003).
Meanwhile COX-2 expression was a unique independent prognostic factor analyzed by COX proportional
hazards regression model (HR=0.091, 95% CI 0.017-0.505, P=0.006). Conclusion The expression rate
of COX-2, p16™“** and p53 in the cHL were relatively high; and they were not statistically correlated with
tumor EBV infection status; the COX-2 positive group had poor prognosis, but only event free survival
time becomes statistically significant shorter. COX proportional hazard regression model was used to
analyze the COX-2 expression as a independent adverse prognostic factors for EFS.
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PRAS EZAS Wi PE e br i ) oo e H Uk 22 G B 45
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3B 20(71.4) 12(50.0) 14(58.3) 18(64.3) 26(63.4) 6(54.5)
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25 RE R R 16(57.1) 15( 62.5) 14(58.3) 17(60.7) 26(63.5) 5(45.5)
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