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Background: Penile squamous cell carcinoma (SCC) primarily develops through two distinct etiopathogenic routes: human
papillomavirus (HPV)-mediated and non-viral, chronic inflammation-driven pathways. In low-resource settings, long-standing phi-
mosis and recurrent balanoposthitis present significant public health challenges that accelerate tissue transformation.

Case Presentation: We report a case of an uncircumcised 75-year-old African man presenting to a tertiary facility in Southwestern
Uganda with a 2-year history of a progressive, painful, exophytic penile mass associated with chronic balanoposthitis and a 7-year
history of Type 2 Diabetes Mellitus. Clinical examination revealed a 4.0 cm x 5.0 cm ulcerated, necrotic tumor involving the glans
penis and distal shaft, along with bilateral 1.5 cm palpable inguinal lymph nodes. Due to resource constraints at our center, molecular
screening (p16 immunohistochemistry and HPV DNA PCR) and staging node biopsies were unavailable. Histopathological examina-
tion of the partial penectomy specimen confirmed a well-differentiated, keratinizing squamous cell carcinoma (pT2 c¢cNO MO). The
patient experienced an uneventful postoperative recovery and was transitioned to a structured clinical surveillance program.
Discussion: This case highlights the role of chronic balanoposthitis, diabetes mellitus, and poor foreskin ventilation in promoting
a sustained inflammatory microenvironment that may predispose to malignant transformation of penile epithelium. It underscores the
diagnostic challenge posed by inflammatory penile lesions that mimic benign disease and the consequences of delayed medical
evaluation.

Conclusion: This case provides a descriptive illustration of penile carcinoma emerging in a background of chronic inflammation,
highlighting the clinical realities of managing advanced disease in a resource-limited environment. It underscores the critical need for
localized screening, early surgical intervention for phimosis, and improved access to molecular diagnostics in sub-Saharan Africa.
Keywords: penile squamous cell carcinoma, chronic balanoposthitis, penile cancer, diabetes mellitus, chronic inflammation

Introduction
Penile cancer is a rare but aggressive malignancy, accounting for less than 1% of male cancers in high-income nations,
yet it represents a disproportionate public health burden in low- and middle-income regions (LMICs) across Africa, Asia,
and South America.' Squamous cell carcinoma (SCC) comprises over 95% of these malignancies, typically originating
from the glans penis, prepuce, or coronal sulcus.”* Despite its relative rarity, penile SCC carries profound physical and
psychosexual morbidity, particularly when diagnostic delays necessitate radical surgical intervention.”*

The etiology of penile SCC is multifactorial, historically categorized into HPV-associated and HPV-independent
pathways. Established risk factors include a lack of neonatal circumecision, poor genital hygiene, phimosis, tobacco use,
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and immunosuppression.'*> Among these, chronic balanoposthitis, a persistent inflammatory insult to the glans and
foreskin, is increasingly recognized as a critical precursor in the HPV-independent inflammatory carcinogenic pathway.**

Chronic balanoposthitis is fueled by recurrent tissue injury secondary to smegma accumulation, tight phimosis, and
systemic metabolic derangements, most notably Diabetes Mellitus. This persistent inflammation establishes a pro-
tumorigenic microenvironment characterized by chronic oxidative stress and dysregulated cytokine release.’ The
resulting cycles of epithelial damage and aberrant repair promote genomic instability and DNA damage, bypassing
viral oncogenic mechanisms to drive malignant transformation.®® Phimosis further exacerbates this “smoldering” milieu
by facilitating bacterial colonization and preventing mechanical clearance of carcinogens.”

Clinically, the transition from chronic inflammation to invasive SCC is often insidious, as early-stage malignant
lesions frequently mimic benign dermatoses. This diagnostic overlap is a primary driver of late-stage presentation in
resource-limited settings, where patients often seek care only after the onset of ulceration, foul discharge, or mechanical
urethral obstruction.'®'! While partial penectomy remains the oncological standard for localized disease, the requirement
for such radical surgery underscores a systemic failure in the early recognition of pre-malignant states.'*'?

In sub-Saharan Africa, penile cancer presents a distinct epidemiological profile, often linked to low neonatal
circumcision rates, high visual-diagnostic delays, and limited access to specialized urological care.'” Regional data
from East Africa indicates that squamous cell carcinoma remains the dominant histological subtype, frequently present-
ing at advanced stages (T2 or higher) due to socioeconomic barriers and initial reliance on traditional medicine.>'
Reporting cases from regional tertiary settings like Southwestern Uganda is essential to document the localized clinical
burdens and highlight structural gaps in diagnostic infrastructure.'*

This report presents a descriptive case of keratinizing penile SCC emerging within a background of chronic
balanoposthitis in an uncircumcised patient with a 7-year history of Type 2 Diabetes Mellitus. Due to systemic resource
limitations in our clinical setting, molecular profiling, specifically pl6 immunohistochemistry, HPV DNA PCR testing,
and glycated hemoglobin (HbAlc) measurements, could not be performed. While a definitive non-viral carcinogenic
pathway cannot be molecularly confirmed, the case provides a highly instructive clinical illustration of long-standing,

inflammation-driven epithelial transformation within a low-resource environment.

Case Presentation

Presenting Complaint
The patient came with complaints of “For the last 12 hours, I haven’t been able to pass urine at all. I also have a sore on
my private part that has been growing for about 10 months; it smells bad and bleeds easily”.

History of Present Complaint

The patient is a 75-year-old man who reported that 10 months earlier he noticed a small red patch on the head of his
penis and foreskin. The area gradually became a pale, yellowish ulcer that never healed. Over the last 4 months his
urinary stream had become noticeably weaker, he had to push to start and dribbled after finishing, and he felt that his
bladder never emptied completely. Twelve hours before arrival he became completely unable to pass urine. The sore
had been constantly moist, discharged a foul-smelling yellow fluid, and bled when touched. He also described itching
and swelling of the penis and had noticed lumps in both groins. He denied any pain from the ulcer initially, although
there had been a brief period of burning with intercourse that later subsided even as the ulcer grew. He had
experienced repeated episodes of foreskin redness, moisture, and cheesy material (smegma) behind a tight foreskin
for many years.

Past Medical and Surgical History

The patient’s medical history is significant for Type 2 Diabetes Mellitus, managed for seven years. He had been taking
metformin monotherapy for the entire duration, though recent glycated haemoglobin levels were unavailable. He is HIV-
seronegative and has no history of hypertension or systemic malignancy.

2 https: International Medical Case Reports Journal 2026:19



Chris-Uchendu et al

Sexual, Social, and Family History
The patient initiated sexual activity in early adulthood and reported multiple lifetime female partners with inconsistent
barrier protection. He denied any history of syphilis, genital warts, or HPV-related pathologies. Despite painful
ejaculation, erectile function remained preserved until surgical intervention.

Social history was negative for tobacco use but positive for moderate weekly alcohol consumption. Environmental
risk factors included a lack of neonatal circumcision and infrequent hygiene of the preputial sac. Family history was non-
contributory for genitourinary malignancies or hereditary syndromes.

Physical Examination on Admission
General
Alert, afebrile, BP 128/74 mmHg, HR 72 bpm, SpO, 92% on room air. No pallor, icterus, or peripheral oedema.

Abdomen
Soft, non-tender; a distended, dull bladder was percussed to 4 cm above the pubic symphysis.

Genitalia
Uncircumcised phallus with a completely non-retractable, oedematous foreskin (acquired phimosis). A foul-smelling,
purulent discharge could be expressed from the preputial opening. The glans could not be visualised.

Post-Dorsal Slit Examination
Exposure revealed a 3x2.5 cm ulcerated, fungating mass with everted, indurated edges and a necrotic base involving the
entire glans and inner prepuce. The mass partially occluded the external urethral meatus.

Lymphatic

Bilateral, firm, mobile, slightly tender inguinal lymph nodes (1.5 cm) in diameter were palpable. The bilateral palpable
inguinal lymph nodes (1.5 cm) were clinically assessed as reactive hyperplasia secondary to the severe, chronic
inflammation and bacterial superinfection of the foul-smelling, necrotic primary penile tumor. Due to severe local
resource constraints and the lack of immediate cytopathology infrastructure at our center, fine-needle aspiration cytology
(FNAC) or staging inguinal lymphadenectomy was not performed at admission. Advanced imaging and node sampling
were deferred in favor of immediate primary tumor control, representing a necessary deviation from international
guidelines (EAU/NCCN) dictated by our low-resource setting. The nodal status was therefore classified strictly under
clinical staging as cNO.

Examination After Emergency Dorsal Slit

Release of the phimotic band exposed an ulcerated, fungating mass involving the entire glans and the inner aspect of the
prepuce. The lesion measured approximately 3x2.5 c¢m, had heaped-up, indurated, everted edges, and a pale-yellow
necrotic base. The external urethral meatus was partially covered by tumour, making catheterisation impossible. The
dorsal slit wound was clean. No scrotal abnormality was found (See Figure 1).

Differential Diagnosis

At presentation, the differential diagnosis for this massive, ulcerated penile lesion included Buschke-Lowenstein tumor
(giant condyloma acuminatum), syphilitic gumma, chancroid, and deep fungal infections. Giant condyloma acuminatum
was considered due to the extensive, exophytic, cauliffower-like growth pattern, but it typically lacks the destructive,
deep infiltrative invasion and extensive central necrosis seen in this patient. Granulomatous venereal diseases, such as
tertiary syphilis (gumma) or chronic chancroid ulcers, were effectively excluded based on the negative serological
screens for Treponema pallidum (VDRL/TPHA), the absence of painless induration typical of primary lesions, and the
poor clinical response to initial empirical broad-spectrum antibiotic therapies. Definitive differentiation was established
via histopathological evaluation of the incisional wedge biopsy, which demonstrated clear cytological features of
malignant epithelial transformation, including cellular atypia, prominent mitotic figures, and infiltrating keratin pearls,
ruling out benign infectious or hyperplastic mimickers.
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Figure | Gross clinical appearance of the penis after an emergency dorsal slit, showing an ulcerated, exophytic mass with irregular, indurated margins involving the glans
penis and distal shaft. The image illustrates how preputial constriction can obscure early penile pathology and contribute to delayed presentation.

Investigations
Initial laboratory evaluation revealed largely normal hematologic and biochemical parameters, with significant elevations

in serum PSA and GGT, alongside hypercholesterolemia (Table 1).

Table 1 Admission Laboratory Investigations: Hematological, Biochemical, and Metabolic

Profile
Parameters Results Normal Value | Interpretation
Hematology
Hemoglobin 14.5 g/dL 13.0-17.0 g/dL Normal
Monocytes 0.85 x 10%uL | 0.2-0.7 x 10°/uL | Monocytosis
Eosinophils 0.02 x 10°uL | 0-0.40 x 10%/uL | Low
Basophils 0.06 x 10*ul | 0-0.10 x 10>uL | Normal
Lymphocytes 1.40 x 10%/uL | 1-4.00 x 10%/uL | Normal
PCT 0.37 ng/mL 0-0.35 ng/mL Slightly elevated
Oncology/Urology
PSA (Total Prostate Specific Antigen) | 1.2 ng/mL 0—4.0 ng/mL Elevated

Hepatorenal Function

GGT 85 U/L 9-39 U/L Elevated

Albumin 3.99 g/dL 3.5-5.0 g/dL Normal

Total Proteins 7.05 g/dL 6.4-8.3 g/dL Normal

Creatinine 0.88 mg/dL 0.7-1.3 mg/dL Normal

Urea 19.3 mg/dL 1748 mg/dL Normal

Metabolic

Total cholesterol 235.5 mg/dL 0-190 mg/dL Hypercholesterolemia
Blood Glucose 6.81 mmol/L | 4.5-7.6 mmol/L Normal

Note: PSA elevation was clinically contextualized as secondary to benign prostatic hyperplasia (BPH) and secondary
cystitis rather than primary prostatic malignancy.
Abbreviations: PSA, Prostate-Specific Antigen; GGT, Gamma-Glutamyl Transferase.
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Table 2 Radiographic and Ultrasonographic Findings

Investigation Key Findings Normal Reference Range Clinical Interpretation
Pelvic Ultrasound Prostate: 35.9 cc (enlarged) <25.0 cc Benign prostatic hyperplasia (BPH) with severe
chronic bladder outlet obstruction and secondary
Bladder wall: 1.0cm (severely < 0.4 cm (well-filled bladder) cystitis.
thickened)

Diffuse features of cystitis. No pelvic | Normal mucosa; no lymph node

lymphadenopathy visualized. enlargement.

Abdominal Ultrasound Liver: 14.0 cm with increased < 15.0 cm (mid-clavicular line) Hepatomegaly with mild hepatic steatosis; no
parenchymal echogenicity. sonographic evidence of distant visceral metastasis.
Spleen/Gallbladder/Kidneys/ Normal size, shape, and echotexture
Pancreas appear normal with no for age.
focal lesions

Note: Ultrasonographic findings confirmed that the urinary retention was multifactorial, involving both preputial obstruction and underlying prostatic enlargement.
Abbreviation: BPH, Benign Prostatic Hyperplasia.

This isolated random blood glucose reading, though within the normal range, does not reflect long-term glycaemic
control, for which glycated haemoglobin was unavailable.

Imaging
Ultrasonographic imaging of the abdomen and pelvis confirmed prostatic enlargement and secondary cystitis, also with
bladder outlet obstruction (Table 2).

Histopathological analysis of the penile biopsy and resected specimen confirmed squamous cell carcinoma of the
penis, arising in the background of chronic balanoposthitis. The tumor was as NO, MO (pT2 c¢cNO MO (Stage II))
(Figure 2). No inguinal lymph node dissection was performed, and no metastatic disease was identified.

Given the diagnostic confirmation of invasive squamous cell carcinoma against a background of chronic, obstructive
preputial stenosis and elevated inflammatory markers (Table 1), conservative management was deemed insufficient.
Consequently, the patient was optimized for definitive surgical intervention to address both the oncological pathology and
the underlying metabolic risks associated with his diabetic state.

Treatment and Outcome

Initial urological management was necessitated by failed urethral catheterization due to meatal obstruction. Emergency
intervention involved a dorsal slit and a localized meatotomy to relieve the AUR, during which extensive involvement of
the glans penis was visualized. A wedge biopsy of the preputial lesion was performed simultaneously. Histopathological

Figure 2 Intraoperative photograph showing the surgical excision of a biopsy specimen from the inner surface of the prepuce. This critical diagnostic step provided the
representative tissue necessary to establish the definitive histopathological diagnosis of penile malignancy.
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analysis subsequently confirmed invasive squamous cell carcinoma, prompting a partial penectomy as a definitive
management three weeks later.

Intraoperative examination revealed extensive ulcerative and infiltrative lesions on the inner surface of the prepuce
that extended toward and partially obstructed the external urethral meatus (Figure 3). Deep corporal invasion beyond the
glans was confirmed, consistent with clinical stage T2 disease (Figure 4). Negative surgical margins were verified by
frozen section, ensuring oncological radicality while preserving sufficient urethral length for standing micturition.

Postoperative histopathology confirmed a keratinizing squamous cell carcinoma, staged as NO, MO (pT2 ¢cNO MO
(Stage 1I)), with clear margins. Perioperative care comprised intravenous fluids, prophylactic ceftriaxone, analgesia with
paracetamol and tramadol, and glycaemic monitoring. A Foley catheter remained in situ for four weeks. The patient
reported minor bleeding on the first postoperative day only, and no subsequent wound complications occurred.

Figure 3 Clinical photograph of the retracted prepuce revealing multiple ulcerated, proliferative lesions with indurated margins overlying the glans penis. The lesions can be
seen extending toward and partially occluding the external urethral meatus, illustrating the mechanical mechanism behind the patient’s urinary obstruction.

Figure 4 Intraoperative photograph showing extensive infiltrative ulceration extending from the inner prepuce into the glans penis and proximal shaft. This documented
deep extension dictated the necessity of a definitive partial penectomy to achieve adequate oncological control.
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Figure 5 Postoperative clinical photograph four weeks following partial penectomy, showing satisfactory healing and complete epithelization of the remaining penile shaft.
The reconstructed urethral opening is patent with no early signs of wound complications.

At four-week follow-up, the surgical site had healed by primary intention (Figure 5). Following catheter removal, the
patient voided normally without leakage or dribbling. Pain had resolved, and there was no discharge or clinical evidence
of infection. No adjuvant chemotherapy or radiotherapy was recommended. The patient remained compliant with
follow-up and expressed concern regarding long-term sexual function and cancer recurrence.

Discussion

Penile squamous cell carcinoma (SCC) is an uncommon malignancy globally but remains a significant health burden in
low- and middle-income settings, where delayed presentation, limited awareness, and persistent inflammatory genital
conditions are prevalent.”* This case highlights the malignant transformation of chronic balanoposthitis into invasive
penile SCC, complicated by progressive urethral obstruction, and illustrates several well-established but under-
recognized pathogenic pathways linking chronic inflammation, metabolic disease, local microenvironmental factors,
and carcinogenesis.

Chronic Balanoposthitis as a Carcinogenic Milieu

Chronic balanoposthitis is increasingly recognized as a premalignant inflammatory condition, particularly when pro-
longed and inadequately treated. Persistent inflammation leads to repeated epithelial injury and regeneration, creating
a microenvironment conducive to malignant transformation. Inflammatory infiltrates generate reactive oxygen and
nitrogen species, which induce DNA damage, genomic instability, and epigenetic alterations in squamous epithelial
cells. Over time, these changes may promote dysplasia and eventual progression to invasive SCC.*’

Role of Poor Foreskin Ventilation and Uncircumcised Status
The patient’s uncircumcised status likely played a significant role in disease pathogenesis. An intact foreskin can create
a closed, warm, and humid subpreputial environment, impairing ventilation and facilitating microbial overgrowth. Such
conditions promote chronic irritation, smegma retention, and persistent inflammation of the glans and inner prepuce.’”’
Epidemiological studies have consistently demonstrated a lower incidence of penile SCC among circumcised males,
particularly when circumcision is performed in infancy or early childhood."
In uncircumcised individuals, long-standing phimosis traps desquamated epithelial cells, skin oils, and moisture,
creating an enclosed environment prone to recurrent bacterial superinfections.” Modern oncological consensus has
discarded the historical notion that smegma acts as a direct chemical carcinogen.” Instead, current evidence indicates that

smegma retention serves as a mechanical lattice that promotes continuous, long-term irritation of the glans and inner
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prepuce.’ This constant physical microtrauma and subsequent chronic balanoposthitis trigger cellular proliferation
pathways, setting the stage for malignant epithelial transformation over several decades.”

Diabetes Mellitus and Impaired Local Immune Defense

Diabetes mellitus is an important systemic risk modifier in penile carcinogenesis. Chronic hyperglycemia impairs both
innate and adaptive immune responses, including neutrophil chemotaxis, phagocytosis, and complement activation,
leading to increased susceptibility to infections and delayed resolution of inflammation, a phenomenon documented
across multiple immune cell types in diabetic individuals.'®'® Moreover, urogenital infections such as balanitis and
balanoposthitis occur more frequently in diabetic patients compared with non-diabetic cohorts, with a high proportion of
balanoposthitis patients found to have underlying diabetes mellitus. These immune and inflammatory alterations con-
tribute to recurrent and refractory genital inflammation, providing a pro-carcinogenic microenvironment in susceptible
individuals.'>'"-"?

At the molecular level, chronic hyperglycemia in diabetes is associated with increased oxidative stress, which
generates reactive oxygen species that damage DNA and disrupt normal repair mechanisms, thereby contributing to
carcinogenesis.”*° Hyperglycemia also induces microvascular and endothelial dysfunction, resulting in impaired tissue
perfusion and persistent inflammation, further potentiating a pro-carcinogenic microenvironment.?>*' Additionally,
diabetes is linked to multiple aspects of immune dysfunction, including impaired neutrophil chemotaxis and phagocy-
tosis, which can delay the resolution of chronic inflammation and reduce effective immune surveillance against emerging
malignant clones.'®?'*? Collectively, these systemic derangements synergize with localized chronic inflammation, such
as chronic balanoposthitis, to enhance epithelial DNA damage and promote malignant transformation in susceptible
tissues, as observed in this patient.

Chronic Inflammation and Squamous Cell Carcinogenesis

The link between chronic inflammation and SCC is well established across multiple organ systems, including the skin,
esophagus, and cervix.*?* At the cellular level, long-standing chronic inflammation induces a state of persistent oxidative
stress, releasing reactive oxygen species (ROS) and pro-inflammatory cytokines within the penile microenvironment.®’
In literature, these factors are well-documented to activate transcription factors such as nuclear factor kappa B (NF — «B)
and signal transducer and activator of transcription 3 STAT3, which upregulates cyclooxygenase-2 (COX-2)
expression.®** While molecular profiling was unavailable to map these specific pathways in our patient due to diagnostic
limitations, this established inflammatory cascade represents the most plausible theoretical mechanism linking his
decades of chronic balanoposthitis to subsequent keratinizing epithelial malignancy.®**

Within the penile epithelium, chronic inflammatory dermatoses, including balanoposthitis, lichen sclerosus, and
chronic infectious states, are well-recognized precancerous conditions that markedly increase the risk of progression to
invasive penile squamous cell carcinoma.’*>*

The patient’s lesion demonstrated classic high-risk features associated with malignant transformation: non-healing
ulceration, indurated and everted edges, progressive enlargement, foul discharge, and eventual urethral involvement.
These features align with established clinical descriptors of invasive penile SCC arising from chronic inflammatory
disease. Histologically, the tumour was a keratinising squamous cell carcinoma, the variant most frequently associated

with HPV-negative status and with precursor conditions such as lichen sclerosus and chronic balanoposthitis.**2

Delay in Presentation and Disease Progression
A notable feature of this case is the delay in seeking medical care, attributed to the patient’s expectation that the lesion
would resolve spontaneously. Delayed presentation is a common and critical factor in penile cancer outcomes, often
resulting in more advanced local disease and increased morbidity.'>'* By the time of presentation, the tumor had
progressed to Stage II disease NO, MO (pT2 cNO MO (Stage II)) with urethral involvement, necessitating partial
penectomy.

This case highlights the critical clinical significance of early recognition and timely management of chronic
inflammatory penile conditions. In the present patient, prolonged untreated balanoposthitis in the setting of diabetes
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mellitus and an uncircumcised foreskin culminated in progressive ulceration, urethral obstruction, and eventual malignant
transformation. Persistent, non-healing penile ulcers, particularly when painless, indurated, or associated with foul
discharge, should prompt a high index of suspicion for underlying malignancy and warrant early biopsy. Delayed
presentation, as observed in this case, remains a recurring challenge in resource-limited settings and underscores the
need for improved patient education regarding genital hygiene, symptom recognition, and the oncologic risks of deferring

care.

Interpretation of Incidental Laboratory Findings

The serum PSA of 11.2 ng/mL, in the context of a 35.9 cc prostate, acute urinary retention, and cystitis, is most consistent
with benign prostatic hyperplasia and inflammation rather than prostatic carcinoma; repeat measurement after decom-
pression is planned. The isolated GGT elevation (85 U/L) with normal transaminases and ultrasonographic fatty liver is
attributable to the patient’s alcohol intake and underlying metabolic syndrome. The resting SpO, of 92% was recorded
during acute distress and may reflect diabetic pulmonary microvasculopathy; no respiratory intervention was required,
but this finding warrants outpatient re-evaluation.Organ-sparing treatment modalities, such as local tumor excision, laser
ablation, or topical therapies, were bypassed in this case due to the advanced stage at clinical presentation. The tumor had
already caused extensive, deep destruction of the glans penis and exhibited infiltration into the corpus cavernosum and
corpus spongiosum (T2 disease). Attempting an organ-preserving approach would have carried an unacceptably high risk
of positive surgical margins and local recurrence, necessitating a definitive partial penectomy to achieve safe oncological
control.

Following his discharge, the patient was enrolled in a standard, rigorous 2-year post-treatment surveillance schedule
in accordance with adapted regional guidelines.'® This program dictates clinical follow-up evaluations every 3 months
for the first year, and every 6 months during the second year. Each visit entails a meticulous clinical palpation of the
penile stump to monitor for local recurrence, alongside a thorough physical examination of both inguinal basins to
identify emerging regional lymphadenopathy early.

Limitation

This report is primarily limited by the absence of diagnostic molecular confirmation. Due to resource constraints at our
facility, p16/p53 immunohistochemistry, HPV DNA testing, and baseline HbAlc levels were unavailable. Furthermore,
pathological staging of the inguinal lymph nodes via biopsy or FNAC was not performed, leaving the nodal evaluation
restricted to clinical examination (cNO). Regarding the tissue specimen, the formalin-fixed paraffin-embedded (FFPE)
tissue block remains securely archived within the Kabale University pathology repository; however, immunohistochem-
ical scanning capabilities for p16 are currently unavailable at our institution. Lastly, our current follow-up data is limited
to the early post-operative period. Despite these limitations, the classic keratinizing morphology of the tumor, its direct
emergence from a field of severe chronic balanoposthitis, and the patient’s long-standing phimosis collectively offer
a robust, descriptive clinical window into probable inflammation-associated penile carcinogenesis.

Conclusion

Chronic balanoposthitis can serve as a direct, HPV-independent precursor to penile squamous cell carcinoma, particularly
in uncircumcised diabetic men in whom persistent smegma accumulation, phimosis, and hyperglycaemia-driven immune
impairment create a sustained pro-carcinogenic microenvironment. Persistent, non-healing penile ulcers warrant early
biopsy, and refractory balanoposthitis should be managed aggressively to prevent progression to invasive disease. This
case reinforces the need for heightened clinical suspicion and targeted preventive education in high-risk populations.
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