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Abstract 
 

Cervical Cancer, which accounts for roughly 600.000 cases and 

375.000 deaths annually worldwide, is the second most common 

gynecological malignancy after breast cancer. 80–90% of overall cases 

and 90% of fatal cases occur in developing countries. Africa south of 

the Sahara pays a heavy toll on this pathology, and Cameroon is no 

exception. Paradoxically, this Cancer is highly preventable; 

unfortunately, the fight against cervical cancer stumbles on both a lack 

of material and human resources. Papanicolaou smear is one of the 

primary effective preventive methods to fight against cervical Cancer. 

This study aims to find out the different results we got in these three 

years-long screening of cervical Cancer using Papanicolaou smear.   
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Cervical Anatomy and Histology 

The caudal portion of the uterus is the cervix. It 
projects into the upper section of the vagina and 
has an appearance of a cylindrical projection that 
is around 3–4 cm long and 1-3 cm wide. In 
nulliparous women, these dimensions are smaller 
and are more significant in multiparous women [1, 
2, 3]. Fornices border it with the same descriptive 
names on the anterior, posterior, and lateral sides 
[1, 4, 5]. The cervix is divided into two parts. The 
squamous epithelium covers the portiovaginalis, 
also known as the ectocervix. The supravaginal 
portion is located above the fornices and is not 
visible during a vaginal examination.  

The cervical stroma comprises collagen arterioles, 
venules, lymphatic channels, and glandular 
structures buried deep within the stroma [6, 7, 8]. 

The center of the cervix has an opening called the 
external os. Its form could change depending on 
parity. The external os is surrounded by a 
sphincter that opens into the endocervical canal. 
A single layer of glandular epithelium encircles this 
canal. This epithelium projects a large number of 
crypt-forming branches into the stroma. The 
internal os is located at the cranial portion of this 
epithelium and is encircled by a sphincter with the 
same name [1, 2, 8, 9]. The endometrial cavity and 
vagina can communicate thanks to the cervical 
canal [1, 10]. A stratified squamous epithelium 
covers the ectocervix [11, 12, 13]. 

The columnar epithelium of the cervical canal and 
the squamous epithelium of the ectocervix 
converge at the squamocolumnar junction (SCJ) 
line. It is typically located at the exterior os level 
[1, 7, 14]. Pregnancy and oral contraceptives 
affect its position. The endocervical cells move 
over the columnar-squamous junction and land on 
the vaginalis section under the action of 
hormones. Under the effect of the vagina's low 
PH, these cells gradually change into squamous 
cells. Metaplasia is the term for this normal 
process. At menopause, the SCJ ultimately retracts 

into the cervical canal. Hormones are responsible 
for these alterations [1, 2, 14, 15]. The 
transformation zone is the region between the 
original SCJ and the current SCJ (TZ). This area's 
epithelium has undergone metaplasia. The 
epithelium in this area has undergone metaplasia. 
It is made of immature squamous cells. It is in the 
TZ that most dysplastic changes occur [1, 2, 3, 16]   

Normal microbiome and protection of the 
cervicovaginal biotope  

 Lactobacilli: A healthy vaginal microbiome 
contains lactobacilli, which comprise the 
ecological niche that would otherwise be open to 
pathogenic organisms' proliferation [17]. They 
make up 90–95 percent of the main colonizing 
bacteria in a healthy person. It has been 
demonstrated that lactobacilli prevent the growth 
of harmful germs in vitro. It is widely 
acknowledged that lactic acid plays a significant 
role in this. By sticking to vaginal epithelial cells, 
lactobacilli typically aid in preventing long-term 
colonization of the vagina. In most cases, this 
lessens the likelihood of pathogenic bacteria 
entering the vaginal epithelium. [18] 

Hydrogen peroxide is the following defense 
mechanism for the cervicovaginal environment (a 
broad-spectrum antimicrobial) [19]. A well-known 
mechanism for bacterial antagonism is the 
production of hydrogen peroxide (H2O2). This 
prevents the growth of germs directly or through 
human myeloperoxidase. [19,20,21]. It has been 
demonstrated that lactobacilli that produce 
hydrogen peroxide can inactivate HIV-1, HSV-2, 
Trichomonas vaginalis, G. vaginalis, and E. coli. 
96% of Lactobacillus species produce H2O2 in 
healthy people [22,23]. whereas just 6% of the 
lactobacilli isolated from BV-affected women 
were H2O2-producing. [24]. 

Bacteriocins: Lactobacilli's synthesis of 
bacteriocins, which are target-specific 
antimicrobials, is the third defense mechanism for 
the cervicovaginal ecosystem [19]. They are 
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antimicrobial peptides inhibiting the growth of G. 
vaginalis and other bacteria [25]. Low pH favors 
the activity of bacteriocins. 

Maintaining an acidic pH (4.5), which is 
unfavorable for the growth of common pathogens 
like Gardnerella vaginalis, a healthy vaginal 
microbiome, helps prevent bacterial vaginosis, 
yeast infections, and other potential issues. 

The equilibrium of the microbiome is said to be 
impacted by numerous variables. On the one 
hand, epidemiological factors such as dietary 
practices, use of contraception, smoking, and 
sexual behavior are the causes. However, social 
environment elements (such as hygienic 
conditions, housing, and socioeconomic status) 
also have an impact on the microbiome's makeup. 
The host's factors, in particular, cannot be 
disregarded [26,27 ] 

In healthy women, not all vaginal microbiota is 
dominated by Lactobacillus, presumably due to 
regional and socioeconomic factors. The vaginal 
microbiome has a higher non-lactobacillus 
predominance in Hispanic and African-American 
women (30–40%). [28,29,30]. The vaginal 
microbiome, which is dominated by lactic acid 
bacteria, is more prevalent in Japanese and 
Caucasian women than in those of African 
heritage [31 ]. Interestingly, compared to regions 
where Lactobacillus is the dominating species, 
these regions also frequently have higher rates of 
cervical cancer prevalence [.32 ]. 

The host's immune system or hormones may 
potentially impact the dynamic equilibrium of the 
vaginal microbiota. The vaginal microbiome is 
more dynamic during menstruation due to the 
action of estrogen and is generally stable and less 
diversified after menstruation [33 ] After 
menopause, women's lack of estrogen leads to an 
increase in anaerobic bacteria and a decrease in 
Lactobacillus in the vaginal flora. 

Estrogen promotes cell maturation and -amylase 
production in the vaginal epithelium. Simple 
sugars are derived through glycogen degradation. 
As a result, because Lactobacillus cannot break 
down glycogen, it depends on these breakdown 
products to develop. Lactobacilli proliferate and 
produce substances such as lactic acid, which 
reduces the pH of the vaginal environment to 
below 4.5 and acidifies the mucosal surface, 
preventing the growth of harmful pathogens [34]. 

Cervicitis 

Inflammation of the uterine cervix is known as 
cervicitis. 

The most frequent cause of cervicitis is sexually 
transmitted infections (STIs) [35]. The pathogens 
include Gardnerella vaginalis (also known as 
Haemophilus vaginalis), Chlamydia trachomatis, 
Treponema pallidum, Herpes simplex virus type II, 
Human papillomavirus, Haemophilus ducreyi, 
Donovan bodies, HIV I or II, Candida albican, and 
Mycoplasma genitalium, Accuminata 
Condylomata, etc. [36]. About 40% of STI cases are 
caused by chlamydia[37]. Cervicitis is more likely 
to affect women with several partners who 
engage in high-risk sexual practices. Microbes can 
cause inflammation, which promotes the growth 
of cervical Cancer. Cervicitis might have several 
possible causes besides sexually transmitted 
infections (STIs), which are the most typical cause. 
Chronic cervicitis is more likely to have a 
noninfectious reason than acute cervicitis, which 
is typically brought on by an infection. Injuries 
caused by items placed into the vaginal canal, such 
as tampons, diaphragms, or pessaries, are a few 
examples. Chronic inflammation could also result 
from chemical irritations brought about by 
douches, spermicides, or latex condoms. Low 
amounts of estrogen or excessive levels of 
progesterone brought on by menopause or an 
endocrine condition can also account for chronic 
cervicitis. Bacterial vaginosis is a condition in 
which the balance of good and bad bacteria in the 
vagina is unhealthy. Cervicitis is expected to affect 
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more than half of all adult women at some point. 
Idiopathic inflammation is one more type of 
inflammation that has no known etiology. [38] 

Microbes can cause inflammation in specific areas 
of the host body, which can lead to the 
development of cervical Cancer. When the body is 
healthy, the microbiome maintains a dynamic 
balance, but high bacterial diversity and low 
quantities of lactic acid bacteria point to a 
bacterial imbalance or inflammation.  

PAP SMEAR  

The woman is placed in the lithotomy position on 
the examination bed. The external genitalia is 
inspected before a sterile plastic speculum is 
gently inserted into the vagina to allow a clear 
view of the cervix and the transformation zone. 
For post-menopausal women, a tiny amount of 
lubrication may be applied to the blades of the 
speculum. 

If the cervix is covered in discharge or fluids, it 
should be gently cleaned with a sterile cotton 
swab. If the Squamo-Columnar Junction is visible, 
a single sample is obtained by rotating a spatula 
once 360 degrees, and the sample is then smeared 
onto the labeled slide. The sample is promptly 
fixed with a cytology spray fixative (rather than 
being air-dried). 

By depressing the plunger two or three times, the 
fixative is uniformly sprayed on the slide while 
being held 15-20 cm away. If the squamocolumnar 
junction is not visible, the exocervical sample is 
taken using a spatula, and the endocervical 
sample is born with a cytobrush or the extended 
end of the spatula. Turn the cytobrush to just 180 
degrees. Place  

The following cautions were observed: Use of the 
cytobrush during pregnancy is not advised. A 
biopsy is performed immediately if a clinically 
suspicious lesion is discovered. The screening is 

postponed if the patient is menstruating or has an 
infection. [ 39,40] 

CLASSIFICATION BY BELTHELSDA  

Interpretation of nonmalignant and epithelial cell 
abnormalities are included in the Bethesda 
classification [ 39,40, 41]. 

The nonmalignant abnormalities: Possible results 
could show the following: Changes in vaginal flora 
suggestive of bacterial vaginosis, Trichomonas 
vaginalis, fungi morphologically consistent with 
Candida species, bacteria morphologically 
compatible with Actinomyces species, Cellular 
alterations that are consistent with the herpes 
simplex virus and the cytomegalovirus. 

The Interpretation of epithelial cell abnormalities 
is divided into two categories: neoplastic cellular 
alterations and non-neoplastic cellular changes. 
Among the non-neoplastic cellular changes are 
squamous metaplasia, Keratotic changes, Tubal 
metaplasia, Atrophy, Pregnancy-associated 
modifications, and Glandular cells post-
hysterectomy. We might find Reactive cellular 
changes in this same group. Lymphocytic 
(follicular) cervicitis, radiation, alterations to 
intrauterine contraceptive devices, and 
inflammation (with or without repair) are among 
them. 

Squamous and glandular cell abnormalities are 
both included in the epithelial cell abnormalities. 

B. Squamous cell abnormalities. 

Atypical squamous cells of undetermined 
significance (ASCUS): These findings point to 
somewhat aberrant squamous cells, which are 
flat, thin cells that develop on the cervix's surface. 
These cells' alterations don't necessarily indicate 
the presence of precancerous lesions. 

An LSIL or LGSIL is a low-grade squamous 
intraepithelial lesion that may signify cervical 



 

5  www.iqresearchjournal.com 

dysplasia. LSIL often denotes mild dysplasia (CIN 
1), which is almost always brought on by a 
papillomavirus infection. The most frequent and 
benign kind of cervical intraepithelial neoplasia, 
CIN 1, typically heals on its own two years after 
diagnosis. As a result, LSIL outcomes can be 
controlled using a straightforward "watch and 
wait" approach. It should be emphasized that 
there is a 12–16% probability that the dysplasia 
will evolve to a more severe form. 

High-grade cervical intraepithelial neoplasia or 
carcinoma in situ is indicated by a high-grade 
squamous intraepithelial lesion (HSIL or HGSIL). 
Typically, the histological classification of CIN 2 or 
3 corresponds to HSIL. If treated improperly, in 
certain situations, these lesions can result in 
aggressive cervical Cancer. HSIL does not indicate 
the presence of malignancy. Only 2%  or less 
[42,43] of women with HSIL results have invasive 
cervical Cancer, but without treatment, this 
number would increase to roughly 20%. [44]

General progression of CINs to Cancer [45] 

Degree of lesion regression to 
normal 

Persistence of 
same degree of 
lesion 

Progression to  

CIN 3 

Progress to 
cervical Cancer 

CIN 1 60 % 20-30 % 5-10% 1% 

CIN 2 40% 40% 15-20% 5% 

GLANDULAR CELLS 

Atypical NOS (not otherwise specified) 

When possible, atypical glandular cells are 
categorized by site of origin to help manage them. 
When further classification is not possible, NOS 
can be used instead. They are glandular cells, 
endocervical cells (not otherwise specified (NOS) 
or specified in comments), and endometrial cells 
(NOS or set in comments). Endocervical cells 
(favor malignant) and glandular cells are two types 
of cells when neoplastic traits are present (favor 
neoplastic). Endocervical adenocarcinoma in situ 
is the following stage. Adenocarcinoma, which can 
be endocervical, endometrial, extrauterine, or not 
otherwise specified (NOS), is the final category for 
glandular cells [46]. 

The objective of this study is to classify in terms of 
the frequency of the different gynecological 
benign, precancerous, and cancerous  lesions 

received at the pathology department of the Buea 

regional hospital from the 4th of March 2016 to 

the 25th of May 2019  

METHODOLOGY 

Study design, Population, and Data Collection 

A hospital-based retrospective study examined 
the types and prevalence of Breast Cancers in 
Buea Regional Hospital, Southwest region (Buea 
Fako), Cameroon. The data analyzed in this 
descriptive study covered three years based on 
the records of the histopathology department of 
the Buea regional hospital from the 04th of March 
2016 to the 25th of May 2019.  

The criteria for exclusion were pregnancy, 
menses, and women with total hysterectomy/ 
radiotherapy and or conization before her 
enrollment in our study. 

HIV testing was not an inclusion criterion. 
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Ethical Consideration  

The ethical board of the Faculty of Health Sciences 
of the University of Buea approved all procedures 
and protocols for this study. Research clearance 
was received from the Director of the Buea 
Regional Hospital. The study strictly adhered to 
the Helsinki Declaration on the procedure for 
human research in methodology and 
interpretation of study results. 

Data Analysis 

Basic descriptive statistics were analyzed to 
present the distribution of reported normal, 
inflammatory, benign, premalignant, and 
malignant lesions. The demographic variable 
"age" was used to appropriate the prevalence and 
frequency percentage of various cases reported 
among registered patients in the hospital. The 
results were presented in tables, charts, and 
graphs.  

RESULTS  

Table 1: PANORAMIC VIEW OF ALL FINDINGS 
 NORM

AL 
BENIGN 

LESION
S 

INFLAMMATION ENDOCERVICA
L 

METAPLASIA 

PRECANCEROUS 
LESIONS 

CANCERS 

NUMBER 224 29 397 4 48 11 

PERCENTAGE 31.41 4.06 55.68 0.56 6.73 1.54 

 

According to statistics from a bird’s eye 
perspective, there were 397 cases of 
inflammation (55.68%), 224 cases of normal cervix 
(31.41%), 48 cases of precancerous lesions 

(6.73%), 29 cases of benign lesions (4.06%), 11 
cases of malignancy (1.54%), and 4 cases of 
endocervical hyperplasia (0.56%).
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Graph 1: a graphic representation of the panoramic view of all findings. 

 

 

 

 

 

 

 

 

 

Precancerous and cancerous lesions represent a total of 8.27%. 

 

Table 2: the cluster of precancerous and cancerous lesions.  

  
MILD 
DYSPLASI
A 

MODERAT
E 
DYSPLASIA 

SEVERE 
DYSPLASI
A 

INVASIVE 
EPIDERMOI
D CANCER 

ADENOCARCINOM
A 

 

NUMBER OF 
CASES 

35 15 3 9 2 
 

TOTAL 
PERCENTAG
E 

54.7 23. 43 4.7 14.06 3.12 

 

 

 

 

Taking into consideration only the precancerous 
and cancerous lesions, the following figures were 
recorded; mild dysplasia 35 (54.7%), moderate 

dysplasia 15 (23.43%), invasive epidermoid cancer 
9 (14.06%), severe dysplasia 3 (4.7%), and 
adenocarcinoma 2 (3.12%). 
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Graph 2: PERCENTAGES OF PRECANCEROUS AND CANCEROUS LESIONS OF THE CERVIX 

 

 

 

 

 

 

 

 

 

 

 

Of the two types of Cancer, invasive epidermoid Cancer represented 82%, and adenocarcinoma 18%. 

 

Table 3: AGE DISTRIBUTION OF CERVICAL PRECANCEROUS AND CANCEROUS LESIONS 

     

AGE 
MILD 
DYSPLASIA 

MODERATE 
DYSPLASIA 

SEVERE 
DYSPLASIA 

INVASIVE 
EPIDERMOID 

ADENOCARCINO- 

MA 

≤20 0 0 0 0 0 

21-30 2 0 0 0 0 

31-40 10 6 0 2 0 

41-50 11 6 2 0 1 

51-60 13 3 1 1 1 

61-70 3 0 0 4 0 

0 10 20 30 40 50 60

MILD DYSPLASIA

MODERATE DYSPASIA

SEVERE DYSPLASIA

INVASIVE EPIDERMOID CANCER

ADENOCARCINOMA

PERCENTAGES OF PRECANCEROUS AND 
CANCEROUS LESIONS OF THE CERVIX

TOTAL PERCENTAGE NUMBER OF CASES
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≥71 1 0 0 2 0 

TOTAL 40 15 3 9 2 

      

Precancerous lesions first appear between the 
ages of 31 and 40, peaking between the ages of 51 
and 60. The age range of 61-70 years recorded the 
highest percentage of epidermoid invasive 
cervical cancer cases, followed by those ≥71 years 

and 31-40 years. 75% of invasive cervical 
epidermoid carcinoma cases occurred in people 
between the ages of 61 and 70 and ≥71 years. 
Adenocarcinoma cases were reported in people 
between 41 and 50 and 51 to 60. 

    

Graph 3: AGE DISTRIBUTION OF PRECANCEROUS AND CANCEROUS LESIONS OF THE CERVIX 
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Table 4: PERCENTAGES OF BENIGN LESIONS OF THE CERVIX 

 NORMAL CONDYLOMA 
ATROPHIC 
LESIONS INFLAMMATION 

ENDOCERVICA
L 
HYPERPLASIA 

NUMBER OF 
CASES 224 16 13 397 4 

PERCENTAGE 34.25 2.44 2 60.70 0.61 

 

In total, we had 397 cases of cervical inflammation 
(60.7% of all cases), as opposed to 224 cases of the 
normal cervix (34.25%). The other benign lesions 

were; condyloma with 16 cases (2.44%), atrophic 
lesions with 16 (2%), and endometrial hyperplasia 
with 4 (0.61%).

 

Graph 4: PERCENTAGES OF BENIGN LESIONS OF THE CERVIX 

 

 

0 50 100 150 200 250 300 350 400 450

NORMAL

CONDYLOMA

ATROPHIC LESIONS

INFLAMMATION

ENDOCERVICAL HYPERPLASIA

PERCENTAGES OF BENIGN LESIONS OF THE CERVIX

PERCENTAGE NUMBER OF CASES



 

11  www.iqresearchjournal.com 

Table 5: DISTRIBUTION OF BENIGN LESIONS ACCORDING TO AGES  

AGE  NORMAL CONDYLOMA ATROPHIC INFLAM ENDOCERVICAL HYPERPLASIA 

≤20  4 0 0 1 0  

21-30  29 3 0 27 2  

31-40  68 0 0 103 0  

41-50  76 8 2 116 0  

51-60  38 3 7 99 0  

61-70  8 1 4 47 2  

≥ 71  1 1 0 4 0  

TOTAL  224 16 13 397 4  

        

A total of 84,76% of the atrophic lesions were between the ages of 51 and 60 (54%) and 61 and 70 (30.76%). 

 

Graph 5: DISTRIBUTION OF BENIGN LESIONS ACCORDING TO AGES 
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DISCUSSION 

Squamous cells comprise about 80–90% of 
cervical Cancer, and glandular cells contain 10–
20%. The earliest indications of dysplasia are early 
cellular changes in metaplastic epithelia. Cellular 
atypia is the term used to describe these 
alterations [47,48,49,50]. 

Cells infected with the human papillomavirus have 
a distinct developmental pathway, which results 
in dysplasia and aberrant maturation [28, 29, 30]. 
The Human Papilloma Virus (HPV) is thought to be 
the root cause of 99.7% of incidences of cervical 
Cancer (CC) [51]. 

Human papillomavirus (HPV) infection is a sexually 
transmissible disease. During their active lifespan, 
around 75% of sexually active women are at risk 
of getting it [51]. Younger people, up to just above 
their mid-twenties, shred the human 
papillomavirus due to their robust immune 
systems [50]. 90% of HPV infections are cleared 
within two years. Less than 2% of HPV infections 
will progress to cervical Cancer.  

Intraepithelial neoplasia may take 10–20 years to 
progress to invasive carcinoma, allowing 
preventive measures to curb the disease [52,53]. 
This could be the reason why the majority of cases 
of CC peak later in life. The peak in our study 
occurs between the ages of 61 and 70, slightly 
different from the findings of other authors 
[54,55]. In this study, the incidence of 
premalignant lesions of the cervix is 6.73 %. This 
figure is constant with the ones this author found 
in previous studies. The results of Tebeu and 
Sando, who obtained a general rate of 3.9% in 
Cameroon [56], differ from this figure. They did 
not include in their study, however, the southwest 
region where this study was done. However, data 
from other nations showed a greater prevalence 
rate, such as in the Central African Republic at 
16.4% and 34.8% among HIV-negative and HIV-
positive women, respectively [57]. The disparities 

in figures reflect the absence of an established 
screening program for cervical Cancer. 

When precancerous and cancerous lesions were 
considered in a study conducted in India, the 
author found 1.3% of invasive epidermoid Cancer 
and 0.3% of adenocarcinoma. Our figures for the 
same tumors read 14.06% and 3.12%, respectively 
[58]. The three-year duration of our study and the 
fact that cervical cancer screening is not routinely 
conducted in our country may be contributing 
factors to these discrepancies. In reality, most 
cervical cancer screenings conducted in some 
cities are pilot programs [51]. In our communities, 
the preventive aspect does not exist, and patients 
present themselves in the hospital when the 
disease is advanced [51]. Our communities 
generally lack awareness of and knowledge 
regarding cervical Cancer [.51]. Nonetheless, the 
overall incidence of cervical cancer in our 
population, 1.54%, is much lower than the 13.5% 
reported in the World Health Organization's 
report on Cameroon in 2020 [59]. Precancerous 
lesions represented 6.73% in our study, and LSIL 
and HSIL represented 5.57% in the study of Pushp 
Lata Sachan. This conforms with our findings [ 58]. 
Cancerous lesions represented 1.54 % of our 
research and 0% in the abovementioned study. 
Higher numbers of LSIL (8.6%) and HSIL (3.8%) 
lesions were found in a different survey of Nayani 
and Hendre.[60] 

Due to the lack of ovarian follicular growth 
following menopause, the ovary produces very 
little estrogen. The primary way estrogen is 
produced is by the peripheral conversion of 
androgens. All of the vaginal tract's tissues are 
estrogen-dependent.The genital organs atrophy 
and regress during menopause. The uterus shrinks 
due to muscle atrophy, making the connective 
tissues more conspicuous. The cervix becomes 
smaller, and a small prominence represents its 
vaginal portion at the vaginal vault. As the cervix 
decreases following menopause, the vaginal 
fornices progressively regress. 85% of the atrophic 

https://www.ncbi.nlm.nih.gov/pubmed/?term=Sachan%20PL%5BAuthor%5D&cauthor=true&cauthor_uid=29963597
https://www.ncbi.nlm.nih.gov/pubmed/?term=Sachan%20PL%5BAuthor%5D&cauthor=true&cauthor_uid=29963597
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lesions in our study occurred between the ages of 
51 and 60. This conforms with what is generally 
reported in the literature [61.62].  

Inflammatory and normal cervix topped the list of 
our findings with 55.68 and 31.41 percent, 
respectively. Pushp Lata Sachan obtained the 
same results in India, with an inversion in the 
rankings between a normal cervix (48.84%) and an 
inflammatory cervix (42.66%) [58 ]. 

Two further investigations that are similar to ours 
revealed 95% and 74.5 percent of inflammatory 
cases [62]. Two other studies are variant with our 
findings; they reported 95% and 74.5% of 
inflammatory cases[62].  

The age range of 61-70 years recorded the highest 
percentage of epidermoid invasive cervical cancer 
cases, followed by those ≥71 years and 31-40 
years. 75% of invasive cervical epidermoid 
carcinoma cases occurred in people between 61 
and 70 and ≥71 years old. Adenocarcinoma cases 
were reported in people between 41-50 and 51 to 
60 years old. 

Contrary to Pushp Lata Sachan's results, which 
state that cervical Cancer develops between the 
ages of 40 and 50 [57], In our study, the age groups 
between 61 and 70 years recorded the most 
significant percentage of instances of epidermoid 
invasive cervical Cancer, followed by those ≥71 
and 31- 40 years. Ages 61 to 70 and ≥71 years old 
account for 75% of invasive cervical epidermoid 
carcinoma cases. The fact that cervical cancer 
screening is not commonly performed in our 
community may help to explain this discrepancy. 

The average age for LSIL in Manjit Singh Bal's 
works was 32.3 years [60]. Our findings indicate 
that this pathology begins between the ages of 31 
and 40, then maintains an upward tendency and 
peaks between the ages of 51 and 60. According 
to research conducted by the same author, the 
mean ages for HSIL and invasive carcinoma were 

40.5 and 57 years, respectively. Our figures agree 
with their findings. 

Conclusion: The natural microbiome of 
the cervicovaginal area is made of lactobacilli in a 
healthy individual. This equilibrium is dynamic 
following the various general and local assaults 
influencing the natural colonization of this sphere. 
Papanicolaou smear is an effective way to prevent 
CC. From a bird's eye view, we had the following 
in this study: 397 cases of inflammation (55.68%), 
224 cases of the normal cervix (31.41%), 48 cases 
of precancerous lesions (6.73%), 29 cases of 
benign lesions (4.06%), 11 cases of malignancy 
(1.54%), and 4 cases of endocervical hyperplasia 
(0.56%). Taking into consideration only the 
premalignant and malignant cases, we had the 
following: mild dysplasia 35 (54.7%), moderate 
dysplasia 15 (23.43%), invasive epidermoid cancer 
9 (14.06%), severe dysplasia 3 (4.7%), and 
adenocarcinoma 2 (3.12%). 

Reference: 

Alex Ferenczy. Anatomy and Histology of the 
Cervix 157 genital tract with emphasis on 
problems of differential tumor diagnosis. Pathol 
Res Pract. n.d;179 

Feldman D, Romney SL, Edgcomb J, Valentine T. 
Ultrastructure of normal, metaplastic and 
abnormal human uterine cervix: Use of montages 
to study the topographical relationship of 
epithelial cells. Am J Obstet Gynecol. 1984; 150: 
573. 

Friedrich ER. The normal morphology and 
ultrastructure of the cervix. In: Blandau RJ, 
Moghissi KS, editors. The biology of the cervix. 
Chicago: University of Chicago Press; 1973. p. 79 – 
102. 

Franke W., Moll R, Achtstaetter T, Kuhn C. Cell 
typing of epithelial and carcinomas of the female 
genital tract using cytoskeletal proteins as 
markers. In: Peto R, editor. Banbury Reports 21, 
cervical Cancer. 1986. p. 121–44.  



 

14  www.iqresearchjournal.com 

[5]  Robboy SJ, Taguchi O, Cunha R. Normal 
development of the human female reproductive 
tract and alterations resulting from experimental 
exposure to diethylstilbesterol. Hum Pathol. 1982; 
13: 190.  

 Gould RR, Barter RA, Papadimitriou JM. An ultra-
structural, cytodynamical and autoradiographic 
study of the mucous membrane of the human 
cervical canal with reference to subcolumnar cells. 
Am J Pathol. 1979; 95: 1.  

Fetissof F, Berger G, Dubois MP. Endocrine cells in 
the female genital tract. Histopathology. 
1985;9(133).  

Fand SD. The histochemistry of human cervical 
epithelium. In: Blandau RJ, Moghissi KS, editors. 
The biology of the cervix . Chicago: University of 
Chicago Press; 1973. p. 103–24.  

Averette HE, Weinstein GD, Frost P. Autoradio-
graphic analysis of cell proliferation kinetics in 
human genital tissues. I. Normal cervix and vagina. 
Am J Obstet Gynecol. 1970; 108: 8.  

Coppleson M, Pixley E, Reid B. Colposcopy; A 
scientific and practical approach to the cervix in 
health and disease. Charles CT, editor. Springfield 
Ill; 1971.  
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