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The Overexpression of p53 in Head and Neck Squamous Cell
Carcinoma as Prognostic Marker
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Objectives : The p53 tumor suppressor gene encodes a nuclear transcription factor that is critical regulator
of cell growth and proliferation through its action in cell-cycle checkpoint control. The wide variety of stressful
stmuli which include DNA damage, hypoxia, heat shock, metabolic changes activate the p53 protein, which in
turn drives a series of events that culminate either in cell cycle arrest or apoptosis. Mutations of the p53 gene is
the most common genetic alteration in human cancer. This gene is altered in approximately 40—60% of head and
neck cancers. Whereas the wild-type form of the p53 protein plays a central role in cell-cycle control in response
to DNA damage, most of the mutant forms are unable to do so. The high levels of p53 protein expression in
tissues are related to the increased cellular proliferative activity and may be associated with the poor clinical
outcome. To determine whether the expression of the p53 protein has prognostic significance and is associated
with patterns of treatment failure in head and neck squamous cell carcinoma (HNSCC), We analyzed p53 ove-
rexpression in 40 cases of HNSCC.

Materials and Methods : Immunohistochemical analysis with a monoclonal antibody (DO7) specific for p53
protein was used to detect expression of the protein in formalin-fixed, paraffin-embedded tumor samples from
40 HNSCC. We evaluated p53 protein expression and analyzed the relationship between the p53 overexpression
and age, sex, primary tumor site, stage, survival rate, recurrence. All reported P values resulted from two-sided
statistical tests.

Results : Overexpression of p53 was detected in 20 cases (50%) among 40 cases of HNSCC. The p53 ove-
rexpression was not associated with age, sex, primary tumor site, stage, recurrence and survival rate.

Conclusions : In our results, p53 was not significant prognostic factor in HNSCC. Based on many previous
studies, It is evident that p53 has a certain role in tumorigenesis of HNSCC. So, the further study is needed to
evaluate the prognostic significance of p53 in HNSCC.

KEY WORDS : p53 - Head and neck cancer.
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Table 1. Characteristics of 40 patients according to p53 ex-
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1. p53 ¥ ¥ pression
- - . N P53 P53 p-
p538] RIS 7 A ¥ oA PEEglo 7He- Positive Negative value
TRl T Tl wh} kAT 349 FEo] T 3 Age <60 10 n 0.752
= RS Wk (Fig. 1). Weighted mean index”} 0.1 9] =60 10 9
o p53 PPl A A 4081F 20812 50%2] F 5 Mae 8 v
Female 2
N o)
98 & e Smoking  Non-smoker 2 3 1.000
2. ﬁ%lté xt0| Smoker 18 17
408 N AFE 60ME 1E0= o] 604 THlo] f’:g’p"occkkyyee"js ‘;
218, o1de] 1941F AR8IgleH 604 n|Rke] diefAlg] Primary site Oral cavity 3 2 0.185
p53%) HHAEY 604 o)) pb3e) AR T EAEHE Oropharynx 1 3
02 Q= Aol AT (p value=0.752) (Table 1). Hypopharynx 1 4
Larynx 15 11
3. Ig% Al Tstage m 7 7 0.842
40485 EAR= 374, oA 399 e oAk xxr A2 2 8 4
AR BAA s & o7t glglen whiqzte] polst T3 1 5
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pack/year ©|8te] AFARE, 1 o)) nFAREORE T I s ;
E3v), E9A= 354, viEda= sEgen BAFRS I 2 2
2 97t AR (p value=1.000). v 6 8
Recurrence No recur 13 17 0.781
5. gAY M2 Ao Recur 7 3
b bl w2 2 Y, AT, SRIFUI T Suvival Below 36m 10 4
Toro Halge 73¢kE 58|, TS 449, 811 Above 36m 10 16

it 19 % 3

Fig. 1. Immunohistochemical demonstration of p53 expression in HNSCC.

A : The positive immunoactivity is mainly detected in the nucleus (X 400).
B : The immunostaining pattern of p53 is heterogenous in same tumor tissue (X 100).
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Fig. 2. Kaplan-Meier estimation of 3year survival rate accord-
ing to p53 expression status in HNSCC (p-value=0.5766) .
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