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Summary
The most important prognostic factor for oral carcinomas is cervical metastasis. Cervical metastasis is influenced 

by clinical and histological variables, but recent years have seen a significant increase in the study of molecular factors.

Aim: This study's objective is to examine the Cyclin D1's potential role as a risk factor for cervical metastases.

Materials and Methods: In 45 oral cancer patients who were being treated by the author of this research, Cyclin 
D1 expression was assessed, and a relationship between such a substance and metastasis was discovered. The 
stereological approach was used to confirm the existence of cytokine D1. Analysis and correlation of metastasis-
related clinical and histological traits has been done.

Result: Although Cyclin D1 expression was observed in 15 patients, it wasn't linked to any clinical or histological 
characteristics that indicated the presence of metastases. Such a finding suggests that Cyclin D1 is a separate 
protein. Clinical staging and vascular embolisation have been the most significant prognostic factors in relation to the 
development of metastases.

Conclusion: Despite being independent, Cyclin D1 is not linked to cervical metastases; nevertheless, staging and 
vascular embolisation.
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Introduction
More than 90% of malignant mouth tumors are epidermoid 

carcinomas, and its survival is affected by disease staging. Survival is 
79% when the disease is local, 42% when it is locoregional; and when 
there are distant metastases1, the survival rate is 19% [1, 2]. Prognostic 
factors include clinical, histological, and most recently biological 
or molecular characteristics that can predict cure and survival. The 
presence of neck metastasis is the most important prognostic factor in 
mouth cancer, making the diagnosis of distant metastasis essential for 
oncology treatment planning [3-5].

Cervical metastasis recognizable proof is helped out through actual 
test and reciprocal tests, which flop in the finding of 20 to 35% of the 
clinically negative patients. Such misleading negative rate is considered 
high and legitimizes preventive neck treatment. Patient survival is 
significantly reduced when the primary tumor is treated alone and there 
is concealed neck metastasis [6]. Patient determination for neck freedom 
is in a general sense in light of the growth clinical qualities, concerning 
its size and location. This selection is also helped by histopathological 
characteristics like the level of cellular differentiation and the thickness 
of the tumor; despite this, the failure rate remains high. In an effort to 
determine which patients are more likely to develop neck metastasis, 
researchers are investigating the biological aspects of tumors [7].

The gene CCND1 that makes the protein D1 cyclin is on 
chromosome 11q13. Motokura5, who observed that an increase in 
cyclin contributes to the genesis of tumors and acts on the cellular 
cycle by accelerating phase G1, identified this protein as an oncogene 
in 1991. Immunohistochemistry reveals the presence of D1 cyclin in 
head and neck cancer. The higher D1 cyclin expression, the less likely a 
patient will survive, so many researchers consider it a prognostic factor 
in carcinomas of the esophagus, breast, uterine cervix, colon, rectum, 
and melanomas [8].
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In this study, we looked at the relationship between neck metastasis 
and D1 cyclin expression in 45 mouth epidermoid carcinoma patients. 
Our research aimed to investigate the relationship between neck 
metastasis risk factors and D1 cyclin expression [9].

Case presentation
Between January 1991 and December 2001, 45 mouth epidermoid 

carcinoma patients operated on by the author were the subjects of 
our study. The patients endured growth careful resection in its place 
of beginning and neck lymphnode freedom. Patients with clinically 
diagnosed metastasis (N+) and those without clinical metastasis (N-) 
were included in the neck lymphnode surgery [10].

Histologic slides from the primary tumor were used to examine 
the expression of D1 cyclin. We checked on patients' diagrams and 
gathered pre-careful clinical information, pathologic test information 
from the careful example and post-employable turn of events.

Patients who experienced any one or more of the following were 
excluded from the study:

• Surgery with no intent to treat

• Other attendant neoplasias or history of earlier growths.

• Neo-adjuvant treatment (radiation therapy and chemotherapy).
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• Patients whose records were lacking.

• Clinical staging cannot be defined 

We then obtained the paraffin blocks containing the patients' 
primary tumors for our research. We made cross sections of each tumor 
that were 4 mm thick from the main block.

The sections were baked at 60 degrees Celsius for 24 hours on slides 
that had been pre-treated with 10% poly-L-lysine (Sigma, USA).

After three 10-minute xylene incubations, the paraffin was removed 
and rehydrated in decreasing concentrations of ethanol, beginning with 
absolute ethanol and continuing with 90%, 80%, and 70% for three 
minutes in each dilution. The sections were then rinsed three times 
with distilled water [11].

Antigenic destinations recuperation with trypsin processing was 
done subsequent to warming at 37oC in a 0.1% trypsin arrangement 
with 0.1% calcium chloride in 7.8 pH. The slides were then hatched in 
this answer for 30 minutes at 37oC, and were then washed in refined 
water.

Antigen was exposed at high temperature by incubating in a glass 
cradle with a buffer containing 1 mM of EDTA at a 45-degree angle for 
five minutes and fifty seconds at mean power and eight minutes at low 
power (Panasonic, 1.500W microwave oven) [12].

Results
D1 cyclin clinical and histologic qualities of the 45 patients 

considered might be seen on Table 1.

Correlation among metastatic and non-metastatic gatherings 
with respect to the accompanying factors: demographics, clinical 
characteristics, habits, histology, and the molecular characteristics of 
the tumor.

15 cases (33.3%) tested positive for D1 cyclin, while the remaining 
30 cases (66.7%) tested negative. In the positive cases, the average 
number of labeled nuclei (Qa) varied between 0.15 and 1.24. Three 
patients also showed protein expression in the cytoplasm of their cells.

On the basis of clinical and histological characteristics, habits, 
demographics, and D1 cyclin, the associations and correlations between 
patients with metastasis (pN+) and those without it (pN-) are shown. 
The multivariate examination used to assess the gamble of D1 cyclin 
relationship with other potential gamble factors was completed and is 
portrayed.

Discussion
According to a different method of reading immunohistochemistry, 

D1 cyclin was expressed in 15 (33.3%) patients from the sample, which 
is consistent with published results that range from 30 to 40. The studies 
on D1 cyclin and cancer count the percentage of nuclei labeled by a 
group of neoplastic cells, which typically range from 500 to 1000 cells, 
to determine whether cyclin is present [13]. The researcher must count 
all neoplastic cells, regardless of whether they are marked, then recount 
the cells that express the protein and calculate the percentage using this 
method. In addition to being labor-intensive, it poses a greater threat 
of counting distortions. The selection of the cutting point at which the 
positive and negative D1 cyclin expressions are separated is arbitrary. 
When there are more than 5% of the nuclei that are labeled, Han 
consider it positive. D1 cyclin expression is only considered significant 
by Ravi Itami and Capaccio when it is present in more than 10% of 
tumoral cells [14]. El-Naggar think about values above half as an 

overexpression of this protein. Mineta define low expression as values 
between 0 and 50%, and high expression as values above 50%. Schoelch 
utilize the negative score when there is no articulation, + for up to 33% 
articulation, ++ somewhere in the range of 33 and 66% and +++ above 
66% of protein articulation in cancer cells [15].

Conclusions
The current examination drives us to presume that:

• Expression of D1 cyclin appears to be unrelated to mouth 
epidermoid carcinoma.

• It is highly unlikely that the presence of neck metastasis is 
correlated with D1 cyclin.

• Vascular embolization and clinical organizing were the main 
variables as neck   metastasis indicators in the cases thus examined.

• In this study, neck metastasis was a significant factor in our 
patients' survival, but D1 cyclin was not.
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