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ABSTRACT: Objective To investigate the infection rate and subtypes of human papilloma virus
(HPV) in patients with oropharyngeal squamous cell carcinoma (OSCC) and analyze the clinicopathologic fea-
tures of patients with or without HPV infection. Methods A total of 66 biopsy or surgical specimens of OSCC
archived in the Pathology Department of Chinese Academy of Medical Sciences were analyzed by polymerase
chain reaction (PCR), and the generic amplification products were detected by DNA enzyme immunoassay
(DEIA) and typed by reverse hybridization line probe assay. Results HPV-DNA was detected in 11
(16.7% ) of all specimens. Among them, 7 were infected with HPV-16, and the remaining 4 patients were
infected with HPV-16/11, HPV-35, HPV-58/52, and HPV-33/52/54 , respectively. HPV-16 was detected in
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72.7% of all positive specimens. There were more females in HPV-positive group than HPV-negative group

(36.4% vs. 1.8% , P =0.002). Patients with HPV-positive tumors were more likely to be non-smokers
(36.4% vs. 0, P=0.001) and non-drinkers (45.5% wvs. 1.8% , P =0.001) than those with HPV-nega-
tive tumors. The proportion of moderately or poorly differentiated tumors was higher in HPV-positive patients
than HPV-negative patients (81.8% wvs. 63.7% ), although without statistical significance (P =0.409). No

difference was observed in T classification, N classification, and overall tumor stage. Conclusions

HPV in-

fection rate was 16. 7% in this cohort. HPV-positive OSCC has its unique etiologic and clinicopathological

characteristics.
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Table 1 Comparison of HPV Status in patients with oropharyngeal squamous cell carcinoma

Wil HPV JRZ HPV status [n (%) ]
Items A Positive (n=11) Btk Negative (n=55) v :
R (%) Age (years) 57 (46 ~92) 60 (38 ~81) -0.319* 0.751
5 Sex B Male 7 (63.6) 54 (98.2) - 0. 002"
7z Female 4 (36.4) 1(1.8)
% M Smoking J& Yes 6 (54.5) 49 (89.1) - 0.001°
7 No 4 (36.4) 0 (0)
/~BH Unknown 1(9.1) 2 (10.9)
K3 Alcohol use J& Yes 5 (45.5) 42 (76.4) - 0.001"°
7 No 5 (45.5) 1(1.8)
A B Unknown 1(9.1) 12 (21.8)
414k Differentiation B Well 2 (18.2) 20 (36.4) - 0. 409°
1 Moderately 6 (54.5) 26 (47.3)
1 Poor 3 (27.3) 9 (16.4)
434 Overall stage I. 1 1(9.1) 8 (14.5) 0.336°
m. v 10 (90.9) 47 (85.5)
T 434 Tumor stage 1,2 6 (54.5) 22 (40) 0.310¢ 0.578
3.4 5 (45.5) 33 (60)
N 434 Nodal stage 0,1 3 (27.3) 30 (54.5) 1.745¢ 0.186
2.3 8 (72.7) 25 (45.5)
RIFERA Tumor subsite  fit Bk{& Tonsil 7 (63.6) 20 (36.4) 0. 240"
7 H2 Tongue base 4 (36.4) 22 (40)
R Soft palate 0 (0) 11 (20)
1K J5 BE Posterior pharyngeal wall 0 (0) 2 (3.6)

®; T (TH%);": Fisher's Wik Yate’s LML IE

2. T value (T test) ;]’; Fisher’s exact test;°: Yate’s continuity correction
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Table 2 Distribution of HPV subtypes in different tumor sites, differentiation, and stages

04 s T 433 N 434k I PR 43341
HPV A Tumor sites Differentiation Tumor stages Nodal stages Overall stages
KA PR TRKE WEE
Subtype  Cases Tonsil Tongue  Soft Posterior Gl G2 G3 TI T2 T3 T4 NO NI N2 N3 I I m W
ase palate wall
16 7 3 4 0 0 2 3 2 22 1 2 2 0 4 1 1 0 0 6
16/11 1 1 0 0 0 0 1 0 0o o0 1 0 0o o0 1 0 0o 0 o0 1
33/52/54 1 1 0 0 0 0o o0 1 1 0o o0 0 0o o0 1 0 o 0 o0 1
35 1 1 0 0 0 0 1 0 0o o0 1 0 1 0 0 0 0o o0 1 0
58/52 1 1 0 0 0 0 1 0 0 1 0 0 0o 0 o0 1 0o 0 o0 1
3T Total 11 7 4 0 0 2 6 3 3 3 3 2 3 0 6 2 1 0 1 9

Gl: ®aMb; G2: H4rk; G3: Rk

G1: well differentiated; G2: moderately differentiated; G3: poorly differentiated
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68. 73 f1 82 &, % f& % FE A HPV6, 11, 40,
4243, 44, 54, 61, 70, 72 181 &, HHEI D HEE
FERI i HPV KA 3% 6, 11, 16, 18, 31, 33,
35, 45, 56, 58, 66 4 KA YR KK HPV-
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