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Abstract

Background: Photosensitization is a cutaneous reaction that occurs following exposure to
sunlight. It may present as phototoxicity or as photoallergy, an immunologically mediated

reaction.

The aim of this study was to describe the epidemiological and clinical characteristics of
patients with drug-induced photosensitivity in Tunisia and to identify the implicated

medications.

Methods: We conducted a retrospective study over an 11-year period, including all cases of

drug-induced photosensitivity reported to the National Pharmacovigilance Center (CNPV).

Results: A total of 130 cases were analyzed. The median age was 58 years (range: 8—83), with

a female-to-male ratio of 1.95. Time to onset of symptoms after drug intake ranged from 6
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hours to 20 years, with a median of 60 days. Phototoxic reactions represented 81.5 % of cases,
most commonly presenting as erythema (84.9 %). Photoallergic reactions predominantly
manifested as eczema, localized to photo-exposed areas in 18 cases and extending to covered
regions such as the trunk and back in 6 cases. Clinical improvement following drug
withdrawal was observed in 61.5 % of patients. The most frequently implicated drug classes

were cardiovascular medications (46.7 %) and anti-infectives (16.9 %).

Conclusion: Although relatively uncommon, drug-induced photosensitivity should be
promptly recognized by clinicians, as it can result in cosmetic and medical complications.
Early discontinuation of the causative drug usually ensures resolution, while strict
photoprotection remains essential to prevent recurrences. Importantly, chronic or repeated
photosensitization may increase the long-term risk of photocarcinogenesis, underscoring the

need for vigilance during high-risk treatments.

Keywords: drug-induced photosensitivity; phototoxicity; photoallergy; pharmacovigilance;
adverse drug reaction

INTRODUCTION

Photosensitization is a cutaneous reaction that occurs following exposure to sunlight [1]. It
results from the interaction between a photosensitizing substance (chromophore) and an
effective wavelength. Drug-induced photosensitivity arises from the combination of drug
administration and sun exposure [2]. It is classified into two categories according to the

underlying pathophysiological mechanism: phototoxicity and photoallergy [3].

Phototoxicity is more common and results from a photochemical reaction that directly
damages cells. Photoallergy, in contrast, is a cell-mediated immune response. The distinction
between these two entities is based on clinical history, physical examination, histological

findings, and photobiological testing. However, differentiation may sometimes be challenging
[4].
Drug-induced photosensitivity can lead to cosmetic concerns and, in severe cases (e.g.,

bullous lesions), may increase the risk of secondary infections. In addition, chronic or

recurrent photosensitivity has been associated with the development of skin cancers [4, 5].
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This adverse drug reaction (ADR) occurs more frequently in fair-skinned populations or in
regions with high sun exposure, such as Tunisia *!. Given the scarcity of data on drug-induced
photosensitivity in Tunisia, we conducted this study to describe its epidemiological and
clinical characteristics and to identify the drugs implicated, based on cases reported to the

National Pharmacovigilance Center (CNPV).

METHODS

We conducted a retrospective descriptive study over an 11-year period, from January 2012 to
December 2023. All reported cases of patients who developed photosensitivity, erythema, or
eczema localized to sun-exposed areas following drug intake, and notified to the Department
of Pharmacovigilance in the Tunisian National Centre of Pharmacovigilance were included.
Patients referred to the department who did not present with photosensitivity, erythema, or
eczema were not included. We also excluded cases in which erythema or eczema was not

attributed to photosensitivity, or when the drug’s responsibility could not be established.

Drug imputability was assessed according to the updated French method of causality
assessment (91, This approach considers both intrinsic and extrinsic imputability. Intrinsic
imputability i1s determined using chronological criteria (time to onset relative to drug
administration, evolution after withdrawal or continuation, and response to re-exposure) and
semiological criteria (clinical or biological features suggestive of drug involvement). Extrinsic
imputability is based on published literature, evaluating whether the adverse reaction is

already known or represents a new finding.

RESULTS
The study included 130 cases of drug-induced photosensitivity, representing 0.37% of all

adverse event reports received by the CNPV during the study period.

Among cases of photosensitivity, 33.8% occurred in winter and 28.5% in spring.

Dermatologists were the reporting physicians in 50.7% of cases.

Patients’ ages ranged from 8 to 83 years (median: 58 years). There were 86 women (66.1%)

and 44 men (33.9%), with a female-to-male ratio of 1.95.

Based on the underlying mechanism, cases were classified as phototoxicity (106 cases,

81.5%) or photoallergy (24 cases, 18.5%).
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1. Cases of phototoxicity
Among the 106 patients who developed phototoxicity, the main clinical features were
erythema (84.9%), hyperpigmentation (14.2%) and one case of isolated photo-onycholysis

(0.9%). Phototoxicity was associated with pruritus in 40.6% of cases.

Lesions were confined to sun-exposed areas, primarily affecting the face (99% of cases) and

the hands and forearms (73.8%) (Figure 1).

The latency between drug initiation and onset of phototoxicity ranged from 6 hours to 20

years, with a mean of 60 days.

Resolution of symptoms occurred in patients who discontinued the culprit drug, with a mean
duration of 9 days (range: 1-120 days). In patients who did not discontinue the drug
immediately, 9 cases resolved under photo-protection, while in the others, lesions persisted

without progression during follow-up of up to 3 months.

Drug associated with phototoxicity:
All suspected drugs were administered orally. In 84 cases, a single drug was implicated,

whereas in 22 cases, two or more drugs were suspected.

Cardiovascular drugs were the most frequently involved, reported in 59 cases (43.4%),
including antihypertensives in 43 cases (31.7%) and hypolipidemic agents in 12 cases. Anti-
infective agents were implicated in 25 cases (18.4%), while antineoplastics and
immunomodulators were involved in 18 cases (13.3%). Non-steroidal anti-inflammatory
drugs (NSAIDs) and antimalarials were each implicated in 6 cases, followed by antiepileptics
in 5 cases. Phenothiazines accounted for 3 cases, and a single case of phototoxicity was
observed with isotretinoin. Overall, 63 active substances were identified (Table 1). The most
frequently implicated drugs were captopril (10 cases), hydrochlorothiazide (8 cases), and
atorvastatin (6 cases). Other commonly involved agents, each responsible for 5 cases, were

amlodipine, doxycycline, fenofibrate, paclitaxel and irbesartan.

Using the French method of causality assessment, scores were 11 (doubtful) in 103 cases and
I3 (likely) in only 3 cases. In the three likely cases, a positive rechallenge was documented
with carbamazepine, ciprofloxacin and spironolactone. No cases of severe phototoxicity were

reported.
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2. Cases of photoallergy
Among the 24 patients who developed photoallergy, eczematiform lesions were noted in 16
cases (Figure 2), urticarial lesions in 7 cases, and lichenoid eruption in 1 case. Pruritus

accompanied the eruption in 16 patients.

In 6 patients, skin lesions were also present on non-sun-exposed sites, including the chest and

back.

The latency between drug initiation and onset of photoallergic reactions ranged from 1 day to

5 years, with a mean of 45 days.

Resolution of symptoms occurred in all 15 cases in which the culprit drug was withdrawn. In
the remaining 9 cases, lesions persisted without progression during follow-up of up to 6

months.

Drug related to photoallergy:

All suspected drugs were administered orally. Among the 24 patients, a single drug was taken

in 21 cases, while two or more drugs were implicated in 3 cases.

Cardiovascular drugs were involved in 18 cases, including antihypertensives in 10 cases and
hypolipidemic agents in 8 cases. Anti-infective drugs were implicated in 3 cases and NSAIDs
in 3 cases. Overall, 17 active ingredients were identified (Table 2). The most frequently
implicated drugs were fenofibrate (5 cases), captopril (4 cases), and atorvastatin (3 cases) and

hydrochlorothiazide (3 cases).

According to the French method of causality assessment, all cases were scored as Il
(doubtful).

3. Comparison between cases of phototoxicity and photoallergy

We analyzed the relationship between therapeutic drug classes and the mechanism of drug-
induced photosensitivity. No statistically significant differences were observed in the
occurrence of phototoxicity versus photoallergy for the following comparisons:
antihypertensives versus other drug classes, angiotensin-converting enzyme inhibitors and
angiotensin Il receptor antagonists versus other antihypertensives or antibacterials,

antineoplastics, and NSAIDs verss other drug classes.
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A statistically significant difference was observed for lipid-lowering agents compared to other
drug classes (p<0.05), with phototoxic reactions occurring more frequently than photoallergic

reactions.

DISCUSSION

Drug-induced photosensitivity is an uncommon ADR, affecting approximately 1-10% of
patients [7-8] and accounting for about 8% of all toxidermias [9]. Its prevalence varies
depending on the photosensitizing drug and individual susceptibility [9]. In our study, drug-
induced photosensitivity represented only 0.37% of all adverse events reported to the CNPV
during the study period. This low prevalence may be attributed to several factors: patients
often do not seek medical attention when symptoms resolve after drug withdrawal; diagnosis
can be challenging due to overlapping features with sunburn or other dermatological
conditions; and under-reporting is common given the generally mild nature of this ADR [3,

10]. Collectively, these factors contribute to an underestimation of its true incidence.

All patients in our series were referred by physicians, with dermatologists reporting half of the
cases, reflecting the exclusively cutaneous manifestation of these reactions. The most
commonly affected age group was adults, consistent with the findings of Kahri where adults
represented 70% of cases and fewer than 10 cases occurred in children [11]. Pediatric data
remain limited due to the rarity of drug-induced photosensitivity in children. Similar to prior
studies, women were more frequently affected than men, with a female-to-male ratio of 1.95
[12-14], likely because the cosmetic impact of photosensitivity prompts women to seek
medical advice more often. Seasonal distribution in our cohort showed that 33.8% of cases
occurred in winter and 28.5% in spring, contrasting with previous reports of higher incidence
in late summer and early autumn, when sun exposure is maximal [15]. This pattern may
reflect high levels of sunlight in Tunisia, leading patients to adopt photoprotection measures
in summer while relaxing these precautions in winter. Additionally, unlike ultraviolet B
(UVB) rays, which vary seasonally, ultraviolet A (UVA) rays remain constant throughout the
year !, Drug-induced photosensitivity is predominantly triggered by UVA. UVA represents
the majority of solar radiation reaching the earth’s surface, penetrates more deeply into the
dermis due to its longer wavelength, and interacts with cutaneous chromophores to initiate

photochemical and immune response [9].
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Drug-induced photosensitivity is typically classified into two types: phototoxicity and
photoallergy, which differ in their underlying mechanisms. In our study, cases were
categorized accordingly based on clinical features. Phototoxicity was the most frequent type

which aligns with previous reports [3, 13, 16].

Phototoxicity is a photochemical reaction that can occur upon first sun exposure, with severity
depending on both UV dose and drug concentration. Clinically, it presents as sunburn-like
erythema localized to photo-exposed areas, often accompanied by pruritus and a burning
sensation [3]. In some cases, it may also result in delayed hyperpigmentation, resembling
phytophotodermatitis [5, 17]. Importantly, phototoxicity affects all skin types, although
individuals with lighter skin are more susceptible, as even a low dose of UV radiation can
trigger pronounced reactions '), In our cohort, phototoxic reactions were confined to photo-
exposed areas, with a sharp demarcation between affected and unaffected skin [3, 9].
Histologically, phototoxicity is characterized by keratinocyte necrosis with dermal
lymphocyte and neutrophil infiltrates. Commonly affected sites included the face, forearms,
dorsal hands, anterior legs, nape of the neck, and the V area of the chest [19]. Symptoms
typically appear within 30 minutes to 24 hours after sun exposure [3], although delayed
reactions occurring several months or even years have also been reported > %l These cases
suggest that, although the association is more difficult to establish with very long latency,
delayed phototoxicity remains possible. The clinical course in our patients was comparable to
published data, with resolution of symptoms usually within 8-10 days after discontinuation of
the drug, although as highlighted in the literature, complete resolution in some cases may

require months [9, 20].

Photoallergy, on the other hand, is an immune-mediated photosensitivity reaction. It develops
when UV radiation alters the structure of a photosensitizing drug, converting it into a
photoantigen capable of eliciting a type IV cell-mediated hypersensitivity response. Unlike
phototoxicity, photoallergy requires prior sensitization and is independent of drug
concentration or UV dose. Clinically, it typically manifests as a pruritic eczematous eruption
[3, 9], although urticaria or lichenoid forms have been reported [19]. A distinctive feature is
that, while lesions primarily occur on sun-exposed areas, they may also extend to non-
exposed sites, reflecting the immunological mechanism. Histology shows epidermal
spongiosis, vesiculation, lymphocyte exocytosis, and perivascular inflammation [19-22].

Tsymptoms generally appear at least 24 hours after sun exposure [8]. As in other delayed-type
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hypersensitivity reactions, the initial sensitization period usually requires 5-15 days, but upon
re-exposure to the same hapten, symptoms may reappear within 24 hours or less [14]. Lesions
generally improve after discontinuation of the culprit drug and treatment with topical
corticosteroids and antihistamines [5]. However, compared with phototoxicity—which usually
resolves within 8 to 10 days—the resolution of photoallergy is slower, and in some cases it
may persist or evolve into a chronic form [19]. In our series, photoallergic reactions were

primarily eczematous, with occasional involvement of non-photo-exposed areas.

Drug-induced photosensitivity is an important consideration in phototherapy clinics and is
routinely assessed during patient evaluation. However, published lists of photosensitizing
drugs are often incomplete or inaccurate, limiting their usefulness as a reliable reference for
clinical practice. A recent review by Hofmann et al. identified 393 agents associated with
photosensitivity, predominantly nervous system drugs (20.3%), anti-infectives (17.8%),
cardiovascular agents (15.2%), NSAIDs (9.6%), and antineoplastic agents (11.9%) [3]. In
contrast, a review by korzeniowska et al. found that cardiovascular drugs and NSAIDs were

the most frequent culprits [23].

In our study, 68 active substances were implicated in 130 cases of drug-induced
photosensitivity. Cardiovascular agents represented nearly half of all cases (46.7%), followed
by anti-infectives (16.9%), and antineoplastic/immunomodulating agents (10.8%). Drugs
acting on the nervous system, antimalarials, musculoskeletal agents, and those affecting the
digestive system/metabolism each contributed 4%-7%. Among cardiovascular agents, anti-
hypertensives predominated (32.1 %) with angiotensin converter enzyme (ACE) inhibitors
(mainly captopril) most frequently implicated (13.3%), consistent with previous reports [23,
24]. Angiotensin II receptor blockers (ARBs) were less common, with irbesartan the most
frequent [23, 25]. Thiazide diuretics, mainly hydrochlorothiazide, accounted for 9.1% of
cases. Hydrochlorothiazide has been recognized as a photosensitizer since the mid-20th
century, with the incidence of thiazide-associated photosensitivity estimated at 1-100 cases

per 100,000 treated patients [9, 23, 26].

Lipid-lowering drugs also contributed a significant proportion of cases. Statins, although
widely prescribed, are rarely implicated; simvastatin has been linked more often to
photoallergy, while data on atorvastatin are limited [27]. In our series, 20 cases were

attributed to lipid-lowering drugs, with atorvastatin implicated in nine cases, rosuvastatin in
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one, and fenofibrate in ten. Fenofibrate was equally split between phototoxicity and
photoallergy. A statistically significant difference in the mechanism of photosensitivity was
observed between lipid-lowering drugs and other classes, likely reflecting the high

photoallergic potential of fenofibrate [27, 28].

Antiarrthythmic drugs, notably amiodarone, were associated with three phototoxic cases.
Amiodarone is well known to induce photosensitivity due to its haloaromatic chemical
structure, which is particularly sensitive to UV radiation [29]. Reported incidence rates of

amiodarone-induced phototoxicity range from 25% to 75% of treated patients [26].

Anti-infective agents formed another major group of photosensitizers. Tetracyclines,
particularly doxycycline, are frequently associated with photosensitivity in the literature,
owing to their broad UVA absorption spectrum. Reported incidence rates of tetracycline-
induced photosensitivity vary widely, ranging from 4 % to 42 % across different series [26,
30]. In our cohort, tetracyclines were implicated in five cases of phototoxicity (3 %), all
related to doxycycline. Similarly, quinolone antibiotics have been recognized as
photosensitizers, with an estimated incidence of 1-3% of treated patients [26, 30-32]. In our

study, only three cases of fluoroquinolone-induced photosensitivity were identified.

Among antifungals, voriconazole is particularly phototoxic, and prolonged use has been
associated with squamous cell carcinoma, even in children [7]. Its phototoxicity is thought to
arise from either inhibition of retinoid metabolism, leading to elevated vitamin A levels, or
from its main metabolite, voriconazole N-oxide, which efficiently absorbs UV radiation [26].
In our series, six cases of photosensitivity were associated with antifungal agents. Azoles

accounted for four of these cases, including fluconazole (n=3) and voriconazole (n=1).

Antineoplastic agents were also well-established triggers, and in our series, all associated
cases were phototoxic. This is consistent with the literature, which describes chemotherapy,
targeted therapies, and immune checkpoint inhibitors as predominantly phototoxic [26,
33]. Targeted therapies are emerging contributors; among them, vemurafenib, a BRAF
inhibitor used for advanced melanoma, is particularly notable, with photosensitivity reported

in 35-63% of patients in a recent review of its cutaneous adverse effects [34].
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NSAIDs, especially propionic acid derivatives such as ketoprofen, tiaprofenic acid, and
naproxen, are a heterogenous group with recognized photosensitizing potential. In our series,

nine cases were attributed to NSAIDs, most frequently ketoprofen [23, 26].

Among antimalarials, hydroxychloroquine and chloroquine are generally considered
photoprotective, but rare cases of photosensitivity confirmed by photopatch tests have been
reported [35-37]. In our series, eight cases of phototoxicity were observed, predominantly

associated with hydroxychloroquine.

One case of phototoxicity was associated with isotretinoin in our series. Literature data are
conflicting ; while some studies suggest skin fragility, phototesting results are inconsistent,

and evidence for true photosensitivity remains inconclusive [4, 38].

Taken together, these findings illustrate that, while a wide range of drug classes may induce
photosensitivity, certain agents—such as captopril, hydrochlorothiazide, doxycycline,
antineoplastic therapies and ketoprofen—consistently emerge as recurrent culprits across

studies.

All reactions in our series followed oral drug intake, and no cases of topical photosensitivity
were reported. However, topical drug phototoxicity and photoallergy remain an important area
of study. Because topical formulations are directly exposed on the skin surface, photolabile
compounds are more vulnerable to sunlight-induced degradation [39-41]. Clinically, topical
photosensitivity is often easier to recognize than systemic reactions, as lesions are confined to
photo-exposed sites in contact with the photosensitizer. Photopatch testing is pivotal for
identifying the responsible photoallergen in these cases [19]. Although topical phototoxic and
photoallergic reactions are relatively common in dermatology practice, large-scale clinical
and epidemiologic studies remain limited compared with systemic drug-induced
photosensitivity. Therefore, future research is warranted to better define its incidence, risk

factors, and clinical spectrum.

Diagnostic confirmation of drug-induced photosensitivity relies on phototests and photopatch
testing; however, these are infrequently performed in routine practice or research [!%,
Photopatch testing is primarily used to evaluate contact photoallergy from topically applied

medications and sunscreen components. Its utility for diagnosing photo-induced eruptions
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caused by systemic medications is not well established, and results may be negative even
when a clear causal relationship exists. Interpretation can also be challenging when a
systemically administered drug is tested in a topical formulation ™. In our study, no

photopatch tests or other photobiological investigations were conducted.

It is essential to distinguish drug-induced photosensitivity from other causes of
photosensitive reactions. Photosensitive disorders can be broadly classified into two groups :
(1) those caused primarily by solar exposure and (2) photoaggravated disorders. The first
group includes polymorphic light eruption, juvenile spring eruption, actinic prurigo, hydroa
vacciniforme, solar urticaria, and chronic actinic dermatitis. Certain genodermatoses, such as
DNA repair-deficient syndromes, disorders of cornification, Smith-Lemli—Opitz syndrome
and porphyrias, also manifest primarily due to sunlight exposure. The second group includes
lupus erythematosus, erythema multiforme, atopic eczema, psoriasis, viral exanthemata,

pemphigus, dermatitis herpetiformis, and rosacea [42].

The treatment of drug-induced photosensitivity primarily relies on discontinuing the
offending medication. When discontinuation is not feasible, sun avoidance and protective
measures are recommended. Administering the drug in the evening may reduce the risk,
depending on its pharmacokinetic properties [3, 9, 23]. Management can be particularly
challenging when patients are on multiple medications or when withdrawal of the causative

agent is not possible [3, 10].

Attention must also be given to the potential chronic course of drug-induced photosensitivity
and its long-term consequences. Low-grade phototoxicity is increasingly recognized as an
important and underappreciated risk factor for skin cancer. Prolonged exposure to
photosensitizing medications has been consistently associated with photocarcinogenesis.
Although the precise mechanisms remain incompletely understood, the risk appears to be
multifactorial, influenced by drug type, cumulative dose, treatment duration, patient age, and
individual susceptibility to solar radiation [3, 5]. These observations highlight the need for

heightened vigilance and caution when prescribing photosensitizing agents for long-term use.
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Strengths and limitations

This is the second nationwide study investigating drug-induced photosensitivity in our
country, following the first study conducted in 1980. Internationally, our series represents a
relatively large cohort (130 patients) over an extended period (11 years) compared with
previously published retrospective studies. Unlike earlier studies, we analyzed both
epidemiological and clinical characteristics, identified specific drug classes most frequently
implicated, and distinguished cases by underlying mechanism ; phototoxicity or photoallergy,
providing a more detailed characterization of these reactions. However, several limitations
should be acknowledged. Its retrospective and descriptive design limits the level of drug
imputability, as detailed exposure data, rechallenge information, and potential confounding
factors could not be fully assessed. Polypharmacy, which is common in older patients, makes
it challenging to attribute photosensitivity to a single drug, thereby limiting the reliability of

observed associations.

CONCLUSION

In our series, phototoxic reactions predominated over photoallergic reactions. Phototoxicity
mainly presented as erythema, while photoallergy was predominantly eczematous.
Cardiovascular drugs, anti-infectives, and antineoplastics were the most frequently
implicated, with captopril, hydrochlorothiazide, fenofibrate, and atorvastatin among the most
common agents. These findings highlight the importance of pharmacovigilance, patient
education and preventive measures. Future studies should focus on prospective designs,
clearer differentiation between reaction types, photobiological testing, and genetic or
mechanistic investigations to better characterize susceptible patients and underlying

pathways.
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CNPV: National Pharmacovigilance Center
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UVB: Ultraviolet B
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Figure 2: Eczema of the forehead

Table 1: Drugs associated with phototoxicity

Pharmacotherapeutic Drug class International common | Number | Percentage
classification denomination of cases (%)
Antihypertensive 43 31.7
Angiotensin- Captopril, Ramipril, 17 12.5
converting Perindopril,
enzyme Enalapril
inhibitors
Diuretics Hydrochlorothiazide, 11 8.1
Furosemide
Angiotensin II Irbesartan, Valsartan, 9 6.7
receptor blockers | Losartan, Telmisartan
Calcium channel Amlodipine 5 3.7
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blocker
Beta-blocker Bisoprolol 1 0.7
Anti-bacterial 17 12.5
Anti-tuberculosis | Isoniazid, Rifampicin, 8 5.9
Ethambutol,
Pyrazinamide
Cyclins Doxycycline 5 3.7
Quinolones Ciprofloxacin, 2 1.5
Levofloxacin
Macrolides Clarithromycin, 1 0.7
Spiramycin
Beta lactam Amoxicillin 1 0.7
Antineoplasic 14 10.3
Taxanes Paclitaxel, Docetaxel 6 4.4
Fluoropyrimidine Capecitabine, 3 2.2
Fluorouracil
Antifolates Methotrexate 2 1.5
Monoclonal Trastuzumab 2 1.5
antibody
Tyrosine kinase Imatinib 1 0.7
inhibitor
Hypolipidemics 12 8.8
Statins Atorvastatin, 7 5.1
Rosuvastatin
Fibrates Fenofibrate 5 3.7
Non-steroidal anti-inflammatory 6 4.5
Propionic Ketoprofen 3 24
Coxib Celecoxib 1 0.7
Indole-acetic Indomethacin 1 0.7
acid
Oxicam Piroxicam 1 0.7
Antimalarial Chloroquine, 6 4.5
Hydroxychloroquine
Antiepileptic Carbamazepine, 5 3.7
Phenobarbital,
Lamotrigine
Anti-fungal Fluconazole, 5 3.7
Voriconazole,
Terbinafine
Anti-arrhythmic Amiodarone 4 2.9
Anti-parasitic Metronidazole 4 29
Anti-psychotics Fluphenazine, 3 2.2
Chlorpromazine
Anti-diabetic Glimepiride, 3 2.2
Metformin
Immunosuppressive Azathioprine, 3 2.2
Pirfenidone
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Anti-depressant Paroxetine 2 1.5
Intestinal anti-inflammatory Sulfasalazine 2 1.5
Proton pump inhibitors Omeprazole 2 1.5
Anti-acne Isotretinoin 1 0.7
Anti-gout Allopurinol 1 0.7
Anti-rhueumatic Leflunomide 1 0.7
Anti-thyroid Thiamazole 1 0.7
Carbonic anhydrase inhibitor Acetazolamide 1 0.7
Total 136* 100
*In 21 cases, more than one drug was suspected
Table 2: Drugs associated with photoallergy
Pharmacotherapeutic Drug class International Number of cases
classification common
denomination
Antihypertensive 10
Angiotensin- Captopril, Ramipril 5
converting enzyme
inhibitors
Diuretics Hydrochlorothiazide, 4
Furosemide
Calcium channel Amlodipine 1
blocker
Hypolipidemics 8
Fibrates Fenofibrate 5
Statines Atorvastatin 3
Non-steroidal anti-inflammatory 3
Propionics Tiaprofenic acid 2
Ketoprofen
Fenamate Niflumic acid 1
Anti-bacterial
Quinolones Ciprofloxacine 1
Macrolides Clarithromycine 1
Antimalarial Hydroxychloroquine 1
Anti-gout Allopurinol 1
Anti-fungal Griséofulvine 1
Anti-parasitic Métronidazole 1
Anti-psychotics Olanzapine 1
Total 28*

*In 3 cases, more than one drug was suspected.



