LOH of 17p(50%) : mutation of p53
Loss of 13q(56%)
Loss of 4(38%)
Loss of 6p(42%)
Loss of 8(40%)
Loss of 14q(39%)
LOH of 11q13(47%) :

" inactivation of RB

amplification of int-2
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Advances in Radiotherapeutic
Management of Oral Cancer
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Overview

Cancers of the oral cavity and oropharynx include
very diverse cancers of varying histologies arising
from many subsites of oral cavity i.c., the lips, buccal
mucosa, upper and lower gingiva, hard palate, oral
tongue, floor of the mouth and 4 subsites of oro-
pharynx ie., the tonsillar area, base of tongue, soft

palate and posterior pharyngeal wall. Because of div-

Table 1. Therapeutic approaches in H/N cancer

ersity of subsites and histology of oral cancers show-
ing their own unique spread patterns, management
of each cancer is quite varied. Associated morbidities
of each cancer and treatment involve very important
functions governing the good quality of life and sur-
vival such as speech, eating, breathing and appear-
ance. The overall management goals for these pa-
tients are to achieve the highest cure rates at the
lowest cost in terms of functional and cosmetic mor-
bidity. The achievement of these goals requires spec-
ific multidisciplinary expertise in the close interaction

and cooperation.

1. Primary tumors

Limited size lesions(T1, T2) generally can be con-
trolled equally well by either surgery or radiotherapy
alone. Large lesions(T3, T4), if resectable with an ac-
ceptable surgical morbidity, are generally best con-
trolled by surgery followed by RT in which the basic
target volume for RT is formulated as if no surgery
had been performed. Advanced unresectable tumors
are treated with RT including brachytherapy and
sometimes in combination with chemotherapy. For
selected cases, chemoradiotherapy is used for organ
preservation and surgery held in reserve for salvage

of recurrence.

2. Lymph nodes

Clinically negative necks should be electively treat-
ed if the likelihood of occult metastatic disease is sig-
nificant. This risk is significant for all primary sites in
the oral cavity and oropharynx with the exception of

the lips, hard palate and upper alveolar ridge. Bi-

Established

Investigational

Definitive surgery(S)

Definitive radiotherapy(RT)

Surgery and preop. or postop. RT
Definitive RT. S for salvage of recurrence
Altered fractionation RT

Concurrent chemoradiotherapy

Palliative radiation therapy

Palliative chemotherapy

Induction chemotherapy and S or RT

Induction chemotherapy with curative RT
{organ preservation)

Concurrent chemoradiotherapy

Altered fractionation RT

S or RT and adjuvant chemotherapy

RT with hyperthermia or with radiosensitizers

3D conformal RT

Immunobiologic therapy

Chemoprevention
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