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ABSTRACT

Introduction: Porphyria cutanea tarda (PCT) is

the most common disorder of porphyrin
metabolism, resulting from a deficiency of
uroporphyrinogen decarboxylase (UROD). It
manifests with blistering cutaneous lesions on
sun-exposed skin and is strongly associated with

hepatitis C virus (HCV) infection.

Case Presentation: A 70-year-old Asian male
with a history of successfully treated Hepatitis C
presented with a several-month history of severe
pruritus,  skin

fragility, blistering, and

hyperpigmentation on sun-exposed areas.
Diagnosis was supported by urinary porphyrin
fractionation showing a classic pattern alongside
elevated porphobilinogen (10.6 mg/24h) and
delta-aminolevulinic acid (17.8 mg/24h) in the

context of unequivocal clinical findings.

Treatment and Outcome: The patient was
initiated on low-dose hydroxychloroquine (125
mg orally twice weekly). At six-week and
three-month follow-ups, he reported a marked

reduction in pruritus, complete cessation of new

blister formation, and significant improvement in
skin integrity.

Conclusion: This case underscores that PCT can
manifest years after successful HCV treatment
and highlights
diagnostic

a pragmatic, cost-conscious

approach. Low-dose
hydroxychloroquine proved to be a safe and
highly effective therapy, leading to rapid and

sustained clinical improvement.

INTRODUCTION

tarda (PCT), the most

prevalent of the porphyrias, is an acquired or

Porphyria cutanea

inherited photodermatosis caused by a deficiency

in the hepatic enzyme uroporphyrinogen
decarboxylase (UROD) in the heme biosynthesis
[1]. This defect leads to the
of hydrophilic, carboxylated

porphyrins in the liver, plasma, and skin. Upon

pathway
accumulation

exposure to sunlight, these porphyrins generate

reactive  oxygen  species, causing the

characteristic cutaneous findings of
photosensitivity, mechanical fragility, bullae,

hyperpigmentation, hypertrichosis, and milia [2].

PCT is clinically classified into three subtypes.
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Type I (sporadic, ~80% of cases) and Type II
(familial, autosomal dominant) are the most
common. A major acquired risk factor for
triggering sporadic PCT 1is underlying liver
disease, with hepatitis C virus (HCV) infection
being the most significant association, implicated
in up to 50-80% of cases in endemic areas [3].
Other common precipitants include alcohol
abuse, estrogen therapy, HIV infection, and
mutations in the HFE gene associated with
hereditary hemochromatosis [4].

We present a case of PCT in a 70-year-old Asian
male with a prior history of successfully treated
HCV. This
demonstration of PCT onset years after HCV
cure, the diagnostic and therapeutic challenges

case is instructive for its

posed by socioeconomic constraints, and the
successful application of a low-cost, effective
therapy [5].

CASE DESCRIPTION

Presentation

A 70-year-old Asian male presented to the
dermatology clinic with a four-month history of
a progressive, intensely pruritic, and blistering
rash. The eruption began on his anterior lower
legs and later involved the dorsa of his hands and
forearms. He reported significant skin fragility,
noting that minor trauma would cause erosions
and that blisters would rupture and crust over but
heal slowly with residual pigmentary changes.
He explicitly associated symptom exacerbation
with sun exposure.

His medical history was significant for chronic
Hepatitis C (genotype 1b), which had been
successfully treated with a direct-acting antiviral
(DAA) regimen eight years prior, resulting in a
sustained virologic response (SVR) [6]. He had
no personal or family history of photosensitivity,
blistering skin disorders, or porphyria. He denied
any alcohol use,

smoking, estrogen

supplementation, or new medications. Review of
systems was otherwise non-contributory.

Physical examination revealed skin findings
predominantly on sun-exposed areas. The most
severe involvement was on the anterior aspect of
the left leg (Figure 1), demonstrating mechanical
fragility with erosions, scattered tense vesicles
milia, and mottled

and bullae, numerous

hyperpigmentation  and  hypopigmentation.
Milder similar findings were observed on the
dorsa of both hands. The remainder of the
physical examination was unremarkable. The
presentation on the anterior legs is classic, as
these are often sun-exposed areas that receive

significant UV radiation [7].

Diagnostic Assessment

Based on the classic clinical presentation and
history of HCV,PCT was the primary diagnostic
consideration. Initial laboratory evaluation,
including a complete blood count, revealed
microcytic anemia (Hemoglobin 10.7 g/dL,
MCYV 78.5 fL). Deficiencies in Vitamin B12 (108
pg/mL) and Vitamin D (18.1 ng/mL) were also
noted. Liver function tests showed a mild,
isolated elevation in alkaline phosphatase;
alanine aminotransferase (ALT) and aspartate
aminotransferase (AST) levels were normal
post-HCV treatment [6]. Serology confirmed
prior hepatitis A and B exposure, and active
infection (Anti-HCV  positive).

Testing for HFE gene mutations was not

hepatitis C

performed due to the patient's financial

constraints and lack of insurance coverage [8].

The diagnostic gold standard for PCT is urinary
porphyrin which
shows a predominant elevation in uroporphyrin

chromatography, typically

and heptacarboxyl porphyrin [9]. The results,
which supported the diagnosis, are presented in
Table 1.

Treatment and Outcome

The initial management involved patient
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education on strict photoprotection, including the

use of  sun-protective clothing and
broad-spectrum sunscreens containing zinc oxide

or titanium dioxide [10].

Given his history of treated HCV and financial
constraints, pharmacological management with
hydroxychloroquine was selected over serial
phlebotomy. He was prescribed a low-dose
regimen of hydroxychloroquine 125 mg orally
minimize the risk of

twice weekly to

transaminitis [11].

The patient was followed up after six weeks and
again at three months of therapy. He reported
excellent tolerance of the medication with no
adverse effects [12]. Subjectively, he noted
complete resolution of pruritus, no new blister
formation, and significant improvement in skin
fragility. The existing erosions had healed, and
the hyperpigmentation was beginning to fade.
Based on this pronounced and sustained clinical
deemed

improvement, the treatment was

successful.

DISCUSSION

This case illustrates a typical presentation of
sporadic PCT (Type I) unmasked by a history of

HCV infection, even after its successful
eradication [13]. The  pathogenesis is
multifactorial, involving HCV-induced

subclinical liver injury and dysregulation of iron
metabolism, which collectively inhibit UROD
activity and predispose an individual to clinical
disease [13, 14].

A central challenge in this case was navigating
process
limitations. While a full urinary porphyrin profile

the diagnostic amidst  financial
is ideal [9], the combination of its results,
elevated PBG and ALA, and unequivocal clinical
features provided a sufficient and cost-effective

basis for a confident diagnosis. It is important to

clarify that PBG and ALA testing, while
supportive, are not the diagnostic gold standard
for PCT. The elevated PBG and ALA, while
more characteristic of acute hepatic porphyrias
[15],
unambiguous cutaneous context. This distinction

were interpreted cautiously in this
is critical, as acute porphyrias present with
neurovisceral crises, which were absent in our

patient.

The treatment with low-dose
hydroxychloroquine was highly effective.
Hydroxychloroquine  works by  forming

water-soluble complexes with excess porphyrins
in the liver, facilitating their mobilization and
renal excretion [10, 11]. The low-dose protocol
(100-125 mg twice weekly) is now favored, as it
significantly reduces the risk of acute
hepatotoxicity compared to older, higher-dose
regimens while demonstrating equal efficacy in

achieving remission [11, 16].

Limitations

This case report has several limitations inherent
to its setting and the patient's socioeconomic
constraints. The diagnosis was made without a
confirmatory skin biopsy, which was deferred
due to cost. Assessment of key pathogenic
factors was incomplete; HFE gene mutation
analysis was not performed due to financial
constraints and lack of insurance coverage.

Finally, while follow-up shows sustained
remission at three months, longer-term
monitoring is needed to confirm durable

remission and monitor for potential relapse [15,
17].

Conclusion

This case emphasizes that PCT is a crucial
differential diagnosis for blistering eruptions in
sun-exposed areas, particularly in patients with a
history of liver disease such as HCV, even after
successful treatment [5, 18]. It demonstrates that
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with economic constraints, a

pragmatic diagnostic approach is essential [3,

in settings

17]. Low-dose hydroxychloroquine (125 mg
twice weekly) proved to be a safe, well-tolerated,
and highly effective first-line therapy, leading to
rapid and sustained clinical improvement [11,
16]. Continuous follow-up remains essential.
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Figure 1. Cutaneous manifestations of porphyria cutanea tarda on the anterior left leg. The image

shows the left lower limb with multiple hyperpigmented macules, atrophic scars, and crusted erosions

along the shin. Notable features include excoriated papules, healed ulcerations, and extensive

post-inflammatory hyperpigmentation. Characteristic findings are the darkly pigmented, shallow
depressions indicating healed bullae, perifollicular hyperpigmentation, and scattered erosions on a
background of atrophic skin, consistent with the profound photosensitivity and skin fragility of PCT.

Analytic Patient Value Reference Range Interpretation
Total Porphyrins 1850 mcg/24h <300 mcg/24h  Markedly Elevated
Uroporphyrin 850 mcg/24h <40 mcg/24h  Predominantly Elevated
Heptacarboxyl Porphyrin 420 mcg/24h <15 mcg/24h  Elevated
Coproporphyrin 135 mcg/24h <150 mcg/24h  Within Normal Range
Porphobilinogen (PBG) 10.6 mg/24h 0-4.0 mg/24h  Elevated
Delta-Aminolevulinic Acid (ALA) 17.8 mg/24h 1.5-7.5mg/24h  Elevated

Table 1. Urinary porphyrin fractionation and precursor results.
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