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Development of biomarkers for multimodality treatment aimed at function
preservation in head and neck cancer

YANE, Katsunari
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We analyzed 80 fresh frozen samples using next generation sequencing. The
samples were obtained in patients with previously untreated stage / oropharyngeal cancer who
underwent multimodality therapy at 14 Japanese hospitals that were the member of the Japan
Cooperative Study Group for Basic Research in Head and Neck Cancer.

Among 80samples, HPV+ was 56 cases 570%) and HPV- was 24 cases (30%). In HPV+ samples, PIK3CA was
the most common genomic alteration (12, 21.4%), the second one was FGFR3 (5, 8.9%) and the third one
was PTEN (4, 7.1%). In HPV- samples, TP53 (11, 45.8%) was most frequently altered.These results
indicate that genomic alterations in Japanese oropharyngeal cancers are not different in those in
other countries. We may have to consider the different treatment by HPV status.

HPV



@ 2012 12

EGFR
@
HPV
50
HPV
HPV
HPV
o
HPV
HPV
HPV
EGFR
o
HPV
DNA DNA
DNA
EGFR
HPV
HPV PCR

HPV
HPV

EGFR

T

ST NORETFR
HELUHPVO R

-

‘@ﬁgmm@
7 LB ELUHPVEBRD
EREA
BT — 5L DR

4

i
PERFIA
(BFFE5H8)

WFZEDIZAT « #odE

SR Bt 3
(FFe5y %)

7 — 4 gkt

FIREH
(BFFEREAE)

(2) HPV
HPV13
16,18,31,33,35,39,45,51,52,56,58,59,6
8
RNA
SRL
HPV
DNA TaKaRa PCR Human

Pipillomavirus Detection Set TaKaRa Bio

Inc. #6602 TaKaRa Human
Pipillomavirus Typing Set TaKaRa Bio Inc.
#6603 PCR
HPV

pl6 (CINtec p16 Histology:clone
E6H4)
(©))
lonProton Life Technologies

lon
AmpliSeq Cancer Hotspot Panel v2
250



14
SRL
11
PCR HPV-DNA
pl6
85
80
68 12 stage3
15 staged 65
66 14 60
20
HPV PCR HPV 56
65.9% 1
54 63.5% 16
49 57 .6% ,
80
HPV 56 70%
HPV 24 30%
HPV PIK3CA
12 21.4% FGFR3 5
8.9% PTENA 7.1% HPV
TP5311 45.8% PIK3CA?2
8.3%
9 HPV PIK3CA
3 33.3%
HPV PIK3CA
HPV TP53
2018
HPV
CDDP HPV status
HPV
HPV
HPV
HPV
HPV
CDDP CRT

BRT

HPV
BIZFRTORR
HPV+ (n=56) genomic
alterations

(case) 35 3,

(21.4%)
! 12
10
5
5 432
II 11 1 1 1 1 1
. [ TR ==t
¢ F LS PRSP PS
SETFTES EIFE Ta¥ e

(including duplicate examples)

HPV- (n=24) genomic alterations
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Correlation of the HPV status and genomic mutation
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Gene mutation No. No. P
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