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Psoriasis, alcohol, and liver disease

The relations between psoriasis, consumption of alcohol, and liver
disease are usually discussed in textbooks in the context of metho-
trexate hepatotoxicity but have never been studied in a large number
of subjects.' The aim of this study was to assess the prevalence of
psoriasis according to alcohol consumption and the presence of liver
disease.

Patients, methods, and results

For each of 1987 subjects admitted between November 1981 and November
1983 the presence or the absence of psoriasis was noted whatever the medical
diagnosis and whatever the alcohol consumption. In cases of clinical doubt
the advice of a dermatologist was obtained. No patient was treated with
methotrexate. For each patient the quantity of alcohol drunk daily during
the past five years was noted. Of the 639 subjects who drank more than 50 g
(mean 120 g) a day, 370 underwent percutaneous liver biopsy. Drinkers
were therefore divided into four groups-namely, those without liver disease
(normal result of liver biopsy, n= 47); those with non-cirrhotic alcoholic
liver disease (histologically proved steatosis, fibrosis, or acute alcoholic
hepatitis, n= 228); those with alcoholic cirrhosis (n= 258), comprising
those with histologically proved cirrhosis (n=97) and those with clinically
obvious cirrhosis (n=161); and those without clinically obvious cirrhosis
who did not undergo liver biopsy (n= 106).
The table shows the prevalence of psoriasis according to alcohol con-

sumption and liver disease. Ten of the 1348 non-drinkers (0-70%) had
psoriasis compared with 34 of the 639 drinkers (5-39o) (p< 0001). The
estimated relative risk of psoriasis associated with an alcohol consumption
of over 50 g a day was 7-5 (950o confidence interval 3-5-16-4). Among non-
drinkers there was no difference in the prevalence of psoriasis between
subjects with and without liver disease. When the drinkers were divided
into groups on the basis of the severity of their liver disease the prevalence
of psoriasis was similar in all four groups. We found no significant difference
between drinkers with and without psoriasis in the following variables:
age, sex, mean daily alcohol intake, duration of alcoholism, serum glucose
concentration, mean red cell volume, serum total bilirubin concentration,
serum y-glutamyl transpeptidase activity, serum cholesterol concentration,
and serum triglyceride concentration.

Prevalence of psoriasis according to consumption of alcohol and liver disease

Total No of No of subjects Prevalence of
subjects with psoriasis psoriasis (UO)

Alcohol consumption --50 g,'day 1348 10 0 7
No liver disease 1072 6 0 6
Non-alcoholic liver disease 276 4 14

Alcohol consumption >50 g/day 639 34 5 3
Normal liver 47 2 4-3
Steatosis, fibrosis, or acute

alcoholic hepatitis 228 13 5 7
Cirrhosis 258 14 5-4
No biopsy 106 5 4 7

Total 1987 44 2 2

*Significantly greater than prevalence of psoriasis in patients drinking less than
50 g alcohol/day with and without liver disease (p <0001).

Comment

This study shows that psoriasis is more common among subjects
who drink over 50 g alcohol a day and that it is not related to liver
disease. The highly significant relation between alcohol consumption
and psoriasis is not synonymous with a causative relation; whether
alcohol enhances the onset of psoriasis or psoriasis enhances the
onset of alcoholism is not known. Prospective studies of abstinence
in subjects with psoriasis and studies of the sequence of development
of psoriasis and alcoholism might give a clue to the role of alcohol in
psoriasis.
The relation between alcohol and psoriasis might explain some of

the biochemical abnormalities observed in patients with psoriasis
such as hyperlipidaemia,2 folate deficiency,3 hyperuricaemia,4 and
overproduction of free radicals.5 Abnormalities of lipid metabolism
may result in abnormal keratinisation and have been incriminated in
the pathogenesis of psoriasis. In this study the absence of a difference
in blood lipid concentrations in drinkers with and without psoriasis
militates against this hypothesis.

This study did not show any relation between psoriasis and liver
disease, the prevalence of psoriasis being the same whatever the
histological appearance of the liver. Among non-drinkers the prevalence
was not significantly different between subjects with (1.4%) and

without (0 60% ) liver disease, but, given the number of subjects with
non-alcoholic liver disease (n = 276), a small difference (type II error)
cannot be definitely excluded.
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Hyperosmolar non-ketotic
diabetes mellitus associated with
metolazone

Metolazone is a sulphonamide diuretic related to quinethazone and
chlorthalidone, differing chemically from other thiazide diuretics
because of a heterocyclic ring structure. Thiazides impair glucose
tolerance and induce hyperglycaemia, as well as producing hypo-
kalaemia, hyperuricaemia, and hypomagnesaemia and altering lipid
metabolism. Metolazone has not previously been associated with the
hyperosmolar non-ketotic diabetic syndrome. A recent review has,
however, highlighted the propensity of other thiazides to cause this.'

Case report

A 64 year old woman was admitted with heavy glycosuria, nausea, and
vomiting. She had suffered from general malaise for six weeks and excessive
thirst and polyuria for one week. She had a 14 year history of hypertension
treated with metolazone 10 mg and sustained release metoprolol 200 mg
daily. She was also taking fluphenazine hydrochloride 500 1tg, nortriptyline
hydrochloride 10 mg (Motival), and flurazepam for mild depression and
insomnia. She had no history of diabetes, nor did her family.
On admission she was moderately obese, clinically dehydrated, and

obtunded but did not smell ketotic. She did not have fever, evidence of in-
fection, or neurological signs. Blood pressure remained around 150/90 mm
Hg. Her haemoglobin concentration was 16-6 g/dl, white cell count 15 5x
109l1, platelet count 291 X 109/l, and packed cell volume 0-527. Serum
electrolyte concentrations were sodium 120 mmol(mEq)jl, potassium 3-8
mmol(mEq)Jl, chloride 81 mmol(mEq)/l, and bicarbonate 20 mmol(mEq),l,
urea 22-5 mmol/l (135 mg!100 ml) and glucose 58-8 mmollI (1060 mg/100 ml).
Calculated serum osmolarity (using the formula: osmolarity = 2 x (sodium

potassium concentration)+urea glucose) was 328-9 mmol(mOsm),/l.
Analysis of urine showed glucose-+ + + and Acetest ++.

She was managed by careful rehydration and a continuous insulin infusion.
Prophylactic heparin was also given in view of the liability to thrombosis.
Metolazone was stopped by metoprolol continued. Her clinical state im-
proved rapidly, and she was biochemically normal after 48 hours. She was
discharged taking sustained release metoprolol 200 mg and a twice daily
combination of neutral insulin (Neusulin) and insulin zinc suspension
(Neulente) (total dose 54 units). Subsequently, insulin was withdrawn;
hyperglycaemia did not recur, and she remained well.

Comment

Our patient had severe hyperglycaemia with little change in serum
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