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Abstract : [ Objective | To investigate the infection of high-risk HPV in oropharyngeal squamous
cell carcinoma by a variety of methods. [Methods] The hybrid capture- 1l ,pl6 immunohisto-
chemistry and bDNA methods were used to detect paraffin- embedded specimens from 89 patients
with oropharyngeal squamous cell carcinoma. The correlation between the positive rate of HPV
and clinicopathological parameters and its clinical significance were analyzed. [Results] The
three detection methods showed a good consistency,and the positive rates of detection were 27%,
22.5% and 16.9% respectively. The HPV results obtained from the three detection methods were
not related to the gender,age, primary tumor location , tumor differentiation and T staging(P>0.05).
The results of pl6 immunohistochemistry were correlated with lymph node metastasis (P=0.049)
and TNM staging (P=0.026),while the results of hybrid capture- Il and bDNA were not related to
the lymph node metastasis and TNM staging(P>0.05). [ Conclusion ] Compared to other methods,
pl6 protein immunohistochemistry is the simplest and most effective method for high-risk HPV
infection detection in patients with oropharyngeal squamous cell carcinoma.
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Figure 1 Positive expression of p16 in oropharyngeal
carcinoma(IHCx200)

Figure 2 Negative expression of p16 in oropharyngeal
carcinoma(IHCx200)
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Table 1 The relationship between three experimental methods and clinicopathological features in oropharyngeal carcinoma

o bDNA pl6 THC HC-TT”
Clinical indicators n
+ - ¥ P + - X P + - X P
Gender
Male 00 BT 06 06 P o 1 21 Y o206 0698
Female 9 2 7 ’ ’ 2 7 3 6 ' ’
Age(years)
=60 46 8 38 11 35 13 33
0.020 0.889 0.113 0.803 0.081 0.815
<60 43 7 36 9 34 11 32
Primary focus
Soft palate 13 0 13 13 2 11
Tonsil 11 2 9 3 8 3 8
Epiglottis 27 8 19 5750 0.195 10 17  8.015 0.078 12 15  6.162 0.181
Base of tongue 23 3 20 5 18 5 18
Lateral wall of pharynx 15 2 13 13 2 13
Tumor differentiation
Pool 11 2 9 3 8 3 8
Moderate 47 7 40 0475 0.923 38 0.840 0.716 13 34 0.118 1.000
Well 31 6 25 8 23 8 23
T stage
T~T, 38 8 30 12 26 14 24
0.635 0.611 0.514 0.701 1.011 0.460
T5~T, 10 1 9 2 8 2 8
N stage
No 18 3 15 2 16 4 14
0.082 1.000 4.545 0.049 1.600 0.343
N+ 30 6 24 12 18 12 18
TNM stage
[~1 19 2 17 17 3 16
1.396  0.286 5.289 0.026 4.356  0.060
m~1v 29 7 22 12 17 13 16

Note : *: The relationship between HPV 18 and clinicopathological parameters is no significance,due to the small sample size that 2 cases of HPV

18 were detected.The HPV16 and HPV18 are combined into HPV positive.
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