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Fifty-four patients with oral lichen planus were screened for chronic inflammatory liver
disease utilizing standard biochemical parameters of liver function. serum levels of immu-
noglobulins G. A and M and circulating autoantibodies against mitochondriae, smooth
muscle and cell nuclei. One patient had primary biliary cirrhosis, and another had crypto-
genic cirrhosis. This study did not confirm previous observations of a frequent association
of oral lichen planus and primary biliary cirrhosis or chronic active hepatitis. Key words:
Lichen planus: Primary biliary cirrhosis; Chronic active hepatitis. (Received June 22,
1983.)
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The etiology of lichen planus (LP) is still unknown (4). An association between LP and
common diseases like diabetes and hypertension has been suggested, but may be coinci-
dental (2, 3). There are occasional case reports of LP associated with other diseases, e.g.
lupus erythematosus, graft versus host-reactions (GVH), ulcerative colitis, myasthenia
gravis and thymoma, and alopecia areata and vitiligo (1, 4, 8). One common denominator
for the last mentioned conditions is the occurrence of immunologic abberations, which
may support the hypothesis of an autoimmune etiology of LP.

The coexistence of oral LP and chronic inflammatory liver discasc has recently been
reported (6, 7, 10). In one series, severe liver diseasec occurred in 5 of 7 consecutive
patients with erosive LP (9). In addition, treatment of primary biliary cirrhosis (PBC) with
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.“;h‘“ Fig. 1. Serum IgM concentrations in 54 patients w!ih
1., severe oral lichen ruber planus (0 = the patient with

. presymptomatic primary biliary cirrhosis). The dotted line
shows the upper limit of the laboratory's reference value.

penicillamine seems to precipitate LP in a substantial number of such patients (7. 13). The
concurrence of LP and PBC has led to speculations about a common pathogenetic
mechanism. One may also question whether the occurrence of severe oral LP should
promote a search for liver disease. In order to elucidate these questions we designed a
prospective study in which 54 patients with chronic I.P of the mouth were screened for
occult liver disease.

PATIENTS AND METHODS

The study comprised 54 patients with oral L.P who had been admitted to the Department of Oral
Surgery because of burning and painful oral lesions refractory to conventional treatment with topical
corticosteroids. There were 18 men and 36 women. Their mean age at the study was 59 years (range
34-78). The mean duration of LP was 6 years (range 0.5-26). The diagnosis of LP was based on the
clinical and histological pictures. Direct immunofluorescence examination of the mucous membranes
was performed in most cases to exclude lupus erythematosus and bullous dermatoses. Atrophic-
erosive lesions were present in 38 patients and reticular-plaque lesions in 16. Skin lesions of LP
occurred in 5 cases.

The patients were asked to answer in a questionary whether they had had jaundice. if they were
operated for gall bladder disease or if they knew that they had suffered from any liver discase.

As screening tests for chronic inflammatory liver disease we mcasured serum levels of bilirubin,
alkaline phosphatases (ALP), aspartate aminotransferase (ASAT) and alanine aminotransferase
(ALAT) by standard laboratory methods. Immunoglobulins G. A and M (IgG. IgA, 1gM) were
determined by the single radial immunodiftusion method. Antinuclear antibodies (ANA). smooth
muscle antibodies (SMA) and antimitochondrial antibodies (AMA) were determined by the indirect
immunofluorescent technique as described earlier (12) using rat liver, kidney and stomach as sub-
Strates.

RESULTS

One patient reported jaundice during pregnancy. Ten women and two men had been
operated on for gallstone diseases. Five women reported a regular intake of thyroxin.
Two women had biopsy-proven liver cirrhosis. One of these, a woman aged 68 years,
had been operated on with a portocaval shunt in 1977, Her liver biopsy showed cirrhosis
with low inflammatory activity, she had slightly elevated aminotransferases and bilirubin.
normal ALP and immunoglobulins and negative tests for HB,Ag and autoantibodies. The
cirrhosis was considered cryptogenic. The other woman, aged 57 years, had a biopsy-
picture compatible with primary biliary cirrhosis with granulomas. marginally elevated
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aminotransferases and ALP, markedly increased IgM, AMA positive 1/80 with negative
tests for ANF and SMA.

In the other patients, the liver tests showed only minor aberrations from the normal.
Thus, two women had marginally elevated ASAT and ALAT (0.85 and 0.76 wkat/l
respectively, normal <0.70), and two men had marginally elevated bilirubin (22.2 and 26.6
umol/l respectively. normal <21).

Five patients had moderately increased IgA levels. Two had markedly, and 3 had
moderately increased IgM levels (Fig. ). Agarose electrophoresis did not reveal any M
components in these patients. Low levels of ANA and SMA were observed in 7 and 3
cases respectively. AMA was only detected in the patient with primary biliary cirrhosis.
Of the patients with the slight abnormalities of liver tests only one (with ALAT 0.76) had a
moderately increased IgM level (3.3 g/l) with a weakly positive ANA test (1:20).

DISCUSSI®N

Graham-Brown et al. reported five patients with both LP and PBC (6). The prevalence of
this combination in their patients with PBC was however not mentioned. In the present
study there was only one case with PBC out of 54 patients with oral LP. There were no
remarkable clinical features of the oral LP lesions in this patient. Although it is true that
PBC may often occur in a presymptomatic form, sometimes with normal liver tests (14),
the characteristic hallmark of PBC, viz. the presence of AMA in the blood, was not shown
in any of the other LP patients. Furthermore. the failure to detect AMA’s in our other LP
patients contradicts the supposition that the increased IgM levels observed in some of the
patients would be a sign of PBC. The presence of presymptomatic PBC in our other
patients therefore seems highly improbable.

Chronic active hepatitis, described in no less than 13.5 % of 37 patients with non-erosive
LP (10). was not diagnosed in any of our patients. Certainly, the cryptogenic cirrhosis in
one of our patients could have been caused by a chronic active hepatitis but otherwise the
existence of a chronic active hepatitis seems to have been excluded with reasonable
certainty.

The present study did not confirm other observations that severe LP of the mouth is
associated with a high prevalence of chronic inflammatory liver disease. An increased
coexistence of chronic inflammatory liver disease and LP seems improbable also from the
fact that LP was not reported in any of 280 patients with PBC followed for up to 19 years
(11), and in only two patients with chronic liver disease, including 108 patients with active
chronic hepatitis, 47 with primary biliary cirrhosis, and 63 with cryptogenic cirrhosis (5).
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