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The management of Dupuytren's remains challenging 
and needs to be individualized. Various medical 
and surgical modalities have been described 
depending upon the severity of the symptoms. 
Usually, asymptomatic cases are better managed 
with conservative management, while symptomatic 
disabling cases are indications for surgery.

The non-surgical approach includes splinting, 
skeletal traction, steroids, calcium channel blockers, 
dimethylsulfoxide, vitamin E, allopurinol, ultrasound, 
laser therapy, radiation, Vitamin E and collagenolytic 
fasciotomy. However, they have not been proven to 
be of long-term value unless combined with surgical 
treatment.[9] Steroids do not stop progression of the 
disease but are often effective in reducing symptoms. 
A study showed that injections with triamcinolone 
acetonide (Kenalog), monthly, for up to five months, 
or every six weeks for up to three injections, followed 
by a six-month respite lead to significant disease 
regression.[10] 

The role of IFN (interferon) alpha and gamma is also 
being evaluated and some preliminary studies have 
found encouraging results.[11,12] Needle fasciotomy is 
a quick minimally invasive procedure with no down 
time. However the chances of recurrence are high 
and are not effective in treating severe Dupuytren's 
contracture.

Surgically, excision or incision of the diseased 
fascia remains the cornerstone of the treatment. The 
presence of palmar nodule and cord in early stage are 
not necessarily indications for surgery. A MCP joint 
contracture and PIP joint contracture of 30 degrees or 
more is considered to be an indication for surgery.[13]

Fasciectomy is the most preferred procedure. The 
various types of fasciectomy operations described 
are open fasciectomy (radical), dermofasciectomy 
and regional fasciectomy.[14] Regional (Selective/
Limited) fasciectomy involves excising only grossly 
involved fascia and is one of the most commonly 
employed surgical technique with low morbidity 
and low recurrence rates. However, none of the 
treatment modalities cure the disease. They only 
help in preventing further progression of the disease. 
In near future, further medical advances in genetic 
engineering might help in stopping or reversing the 
progression of the disease at cellular level and the 
ongoing research will form the foundation for future 
clinical interventions. 
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Familial combined 
hypercholesterolemia type II b 
presenting with tuberous 
xanthoma, tendinous xanthoma 
and pityriasis rubra pilaris-like 
lesions

Sir,
Hyperlipidemias are common metabolic disorders of 
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plasma lipoproteins that are often associated with an 
increased risk of atherosclerosis. Occasionally, they 
lead to other abnormalities, especially xanthomatous 
deposits and pancreatitis. Familial combined 
hypercholesterolemia is characterized by the finding of 
hypercholesterolemia and hypertriglyceridemia within 
the same kindred and with-kindred members having 
either one of these abnormalities or both. Patients of 
familial combined hyperlipoproteinemia type II b 
present with high plasma cholesterol, high plasma 
low density lipoprotein (LDL) cholesterol, moderately 
high plasma triglycerides, tendinous, tuberous 
and intertriginous xanthomas and xanthelasma 
palpebrarum. Xanthomatas are commonly caused by 
a disturbance of lipoprotein metabolism.[1] There is a 
remarkable association of each type of xanthoma with 
elevation of a characteristic lipoprotein class. We report 
two cases of familial combined hypercholesterolemia 
type II b presenting in very early age with tuberous 
xanthoma, tendinous xanthoma and pityriasis rubra 
pilaris-like skin eruption.

An 8-year-old, non-obese boy, resident of Bagalakot 
district in north Karnataka, presented to our outpatient 
department with history of nodular skin lesions over 
both knees and the right elbow for the past 4 years and 
horny papular skin eruptions over the neck and back for 
the past 2 months. The patient was apparently normal 
4 years back when his parents noticed few, small, 
yellowish nodules over the right knee. Gradually, the 
nodules increased in size and new nodules appeared 
over that knee as well as the left knee and right elbow. 
The lesions were asymptomatic. Two months back, 
the patient noticed mildly pruritic, horny, papular 
eruptions over the neck and back. The child was born 
of a second-degree, consanguineous marriage and no 
family members had early myocardial infarction or 
stroke. His younger sister, who was 6 years old and 
who was our second case, had similar but smaller 
yellowish nodules over the right knee and a similar 
horny, papular eruption over the chest.

On clinical examination, the patients general 
physical examination findings were normal. 
Systemic examination was unremarkable. Cutaneous 
examination revealed multiple, yellowish, nontender, 
soft nodules, measuring 2–3 cm in diameter and 
plaques measuring 6–8 cm in diameter, distributed over 
both the knees and the right elbow. The surface was 
smooth. The lesions were not fixed to the underlying 
structures. Skin over the lesions was normal. In 
the background of the yellowish plaques over both 
the knees, there were erythematous, scaly plaques 

with horny keratotic papules [Figure 1]. There were 
extensive, follicular oriented horny papules at places, 
especially over the neck and back, coalescing to form 
plaques measuring 3–4 cm to 10–8 cm in diameter, 
distributed over the neck and the back. These lesions 
were covered with grayish, adherent, powdery scales 
[Figures 2 and 3]. There were multiple, nontender, 
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Figure 1: Tuberous xanthoma over the knee with pityriasis rubra 
pilaris-like plaque in the background – Case 1

Figure 2: Pityriasis rubra pilaris-like plaques over the back – Case 1

Figure 3: Pityriasis rubra pilaris-like plaque over the neck – Case 1
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firm, smooth swellings along the Achilis tendons on 
both sides and along the flexor tendons of both hands, 
more prominent over the lateral borders of both the 
index fingers. The scalp, palms and soles, genitals and 
mucosal surfaces were normal. Slit lamp examination 
and fundus examination of both eyes were normal.

Routine investigations including blood counts, blood 
sugar, chest X-ray, thyroid profile, liver and renal 
function tests were within normal limits. Antinuclear 
antibody profile was normal. The detailed work-
up is as per Table 1. Ultrasound of the abdomen 
was normal. A biopsy of the nodule over the right 
knee was performed. Histopathological examination 
revealed sheets of foamy macrophages with scanty 
inflammatory cells in the dermis, suggesting xanthoma. 
Biopsy taken from the horny, keratotic papules and 
plaques revealed hyperkeratosis, acanthosis, keratotic 
follicular plugging and mild perivascular lymphocytic 
infiltrate. Fine needle aspiration cytology (FNAC) was 
carried out from the swelling over the left Achilles 
tendon, which revealed vacuolated histiocytes.

None of the family members were obese. The work-up 
of the family members is shown in Table 1. None of 
the other family members except the patient’s younger 
sister had skin lesions. None of the family members 
had arcus senilis or any systemic abnormalities.

Our second case, a 6-year-old, nonobese girl, sister 
of the first case, presented with tuberous xanthoma, 
pityriasis rubra pilaris-like skin eruption. Her 
work-up is shown in Table 1. With these findings, 
we considered the diagnosis of familial combined 
hypercholesterolemia type II b with tuberous 
xanthoma. Both the patients were advised regarding 
dietary modification and were put on atorvastatin 5 mg 
OD. The pityriasis rubra pilaris-like skin lesions were 

treated with salicylic acid ointment and moisturizing 
cream.

Tuberous xanthoma, present as yellowish or reddish 
nodules, was mainly located on the extensor surface 
of the extremities and buttocks. When they occur 
in children and adolescents, a more severe form of 
hyperlipidemia should be suspected. Early diagnosis 
and treatment may help in preventing the development 
of early coronary artery disease and pancreatitis. There 
are many case reports of familial hypercholesterolemia 
presenting with xanthomata.[2-4] Our case is different 
from these reported cases. Both our patients were 
nonobese, presented with xanthomata in very early 
life and fit into type II b hypercholesterolemia. 
Although almost all the family members had high 
blood levels of cholesterol and triglyceride, there was 
no history of coronary artery disease or premature 
deaths in the family. Both our patients, in addition to 
xanthomata, had peculiar, pityriasis rubra pilaris-like 
eruption, which is not reported in the literature, and 
this association is unlikely to be coincidental.
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Table 1: Details of the laboratory parameters among the family members

Relation to 
Case 1

Age 
(Years)

sex Blood 
sugar 

(mg/dl)

Lipid profile (mg/dl) Cardiovasuclar 
work-up

PCOD 
work-up

Thyroid 
function 

testLDL Triglycerides Total cholesterol HDL

Self 8 M Normal 633 245 734 52 RHD with mild 
MR

Not 
applicable

Normal

Sister 6 F Normal 636.8 156 712 44 Normal Normal Normal
Mother 36 F Normal 322.6 194 385 24 Normal Normal Normal
Father 43 M Normal 172 200 238 26 Normal Not 

applicable
Normal

Sister 4 F Normal 162.6 62 193 18 Normal Normal Normal
Sister 2 F Normal 618.2 404 748 49 Normal Normal Normal
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Doc, I can’t taste my food!

Sir,
It is not often that a patient complains of ageusia to 
a dermatologist and rightly so. There are very few 
dermatological causes of ageusia. A quick reference in 
most dermatology textbooks reveals that this symptom 
is not listed. 

A 63 year-old male presented to us with a sudden 
loss of taste since 15 days. He became aware of the 
loss when he was unable to appreciate sweet foods. 
In the following 2 days, he lost all taste sensations. 
This disturbing symptom made him visit an ENT 
specialist and then a dentist. A thorough clinical 
evaluation by both did not reveal a possible cause 
for the symptom. The patient was then referred to 
a neurologist to rule out a central nervous system 
involvement. A detailed neurological evaluation and 
magnetic resonance imaging of the brain was carried 
out. Both were normal. The patient finally visited us 
as a last resort. A detailed history revealed that the 
patient was hypertensive and was taking treatment for 
the same since 5 years. Two months prior to the loss 
of taste, he was started on terbinafine 250 mg daily, 
for a suspected onychomycosis. Clinical examination 
revealed psoriatic plaques over his elbows and 
knees. An objective assessment of his taste function 
revealed complete loss of taste on both anterior and 
posterior parts of the tongue. Olfactory evaluation was 
normal. All hematological parameters were within 
the normal range. Because terbinafine was the only 
new medication at the time of developing ageusia, 
we advised him to stop the drug. Over the next few 
weeks, the patient gradually recovered his taste 
function. Taste function evaluation on follow-up after 
1 month showed an improved recognition for sweet, 
salt and sour. His bitter taste sensation had not yet 
recovered. The temporal association of taste loss on 
starting terbinafine and its recovery on stopping the 
drug suggests that reversible ageusia in our patient 
was induced by terbinafine.

Alteration in the sense of taste may be due various 
central (involvement of the “Taste area” in the 
temporal lobe) or peripheral (changes in the receptor 
cell [taste buds] function as in xerostomia or 
damage to the gustatory afferents in the facial or the 
hypoglossal nerve, as a complication of tonsillectomy, 
uvulopalatopharyngoplasty or Bell’s palsy) causes.[1]

Drugs account for the most common cause of 
dysgeusia and a few culprit drugs include clopidogrel, 
enalapril, interferon, hydroxychloroquine and 
doxorubicin. Among the antimicrobials, terbinafine-
induced ageusia has been well documented. The exact 
mechanism for this side-effect of terbinafine remains 
unknown but Richard and Boris hypothesize that 
terbinafine alters the cell structure/function of taste-
related neurons by way of inhibition of the cholesterol 
synthesis pathway.[2] Old age (more than 55 years) 
and a low body mass index (BMI) (<21 kg/m2) are 
considered as predisposing factors with a mean latent 
period between first intake of terbinafine and taste 
loss of  35 days.[3] Our patient was 62 years old with a 
BMI of 25 kg/m2  and had developed taste loss within 
40 days of starting terbinafine. Most reported cases 
had a reversible loss of taste and most patients regain 
complete function within 4 months of stopping the 
drug. However, Bong  et al. reported a patient failing to 
regain taste function even 3 years after discontinuation 
of the drug.[4] Bitter taste is the first to be affected and 
is the last to come back while sweet goes later and is 
the first to come back. A possible explanation could be 
that fewer fibers carry bitter taste signals while a larger 
number of fibers carry the sweet sensation signals. 
Our patient has now had a complete recovery of his 
sweet taste function  and 50% of the sour and salty 
taste functions. The bitter taste function is still absent. 

A pubmed search for reported cases of ageusia from 
India drew a blank and so this is possibly the first 
reported case. This highlights the rare possibility of 
a drug-induced loss of taste function, which every 
physician should be alert about.
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