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the Polymerase Chain Reaction in Non-Classic Type of Erythema Multiforme
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Objectives : On previous reports about the relationship between herpes simplex virus(HSV)
& erythema multiforme(EM), subjective specimens were taken from target lesions and papules
of herpes-associated EM or recurrent EM of unknown etiology. PCR-positive specimen were
found in target lesion of idiopathic EM and even drug induced EM. But biopsy was actually
performed when the clinical finding is atypical and so diagnosis is not certain with only clinical
finding, In non-classic type of erythema multiforme without herpes associated history or
recurrent episode, we try to evaluate the clinical and histopathoiogic findings and to detect the
DNA of herpes simplex virus.

Methods : We clinically and histopathologically observed the 29 cases of non-classic type of
erythema multiforme through the clinical photographics, clinical charts and telephone visiting.
And we also tested 29 paraffin-embedded tissues from non-classic type of erythema multiforme
by PCR with two nested primer pairs.

Results : The results are as follows ;

1) There are not specific difference according to age and sex.

2) The most frequent clinical type was the diffuse type(55.2%), followed by the acral type(24.1%)
and central type(20.7%).

3) The major cause was idiopathic(72.4%), followed by the drug(27.6%).

4) There were various findings in clinical manifestation, including maculopatch, papulopla-
que, wheal-like papule, vesicle-bullae, purpuric macule and papule and urticaria.
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5) Histologically, we observed necrotic keratinocyte(48.3%) and spongiosis, exocytosis and
vacuolization of basal cell in most cases. Eosinophilic infiltration, pigmentary incontinence and

RBC extravasation were also seen.

6) The HSV posivite specimens were found in 2 cases(6.9%).
Conclusion : Although herpes simplex virus infection is a major contributing factor to most
cases of erythema multiforme, our data supports the finding that it is not so important in non-

classic type of erythema multiforme.
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Table 1. Sepuences of oligonucleotide primers

Primer Sequence

External primers

H1 5-CGA-CTT-TGC-CAG-CCT-GTA-CC-3'

H2 5'-AGT-CCG-TGT-CCC-CGT-AGA-TG-3'
Internal primers

H3 5-TGT-TCT-TCG-TGA-AGG-CCC-3'

H4 5'-AGC-ATC-TCG-CGG-CCG-ATG-3'
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HEE-ol2 200pmol primer, 22+ 2000M dATP, dGTP,
dCTP & 130uM dTTP, 2.5U Ex tag polymeraseE
ALgEe] Fabg-ol e 50uollm #Ake) FEL 99
GeneAmp PCR System 9600(Perkin Elmer Co.)
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., 94°C 30%, 55T 40%, 72T 30%E % 253 wkEs}
How 720 TS -2 TR AF I FH5 D=
A WA gAY 22 2F02 & 1538 QXS
Ethidium bromide’} /¥ 1.5% agarose gelol*]
7198 A 713 UV transilluminationol A 223 &
Polaroid 7H92t2 £4314).
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Table 4. Causes of erythema multiforme

Cause No.(%)
Unknown 21(72.4)
HSV -

Drug* 8(27.6)
Total 29(100.0)

*herh(2), captopril(1), carbamazepine(1),
penicillin(1), Abts(2), antifungal drug(1)

Table 5. Clinical findings of patients

Type No.(%)
Aol Yt Maculopatch 8(27.6)
9) I FEH(Table 3) Papulophlaque 7(24.1)
P} FAEA G BT ASE T (acral byoe) Wheal-like papule 7(24.1)
bl vl =welacal ype), Vesicle-bullae 4(13.8)
THE TR TAT 392 T4 ¥ (central type), Purpuric macule & papule 2( 6.9)
E AH o) %“3& 7A9-E w73 (diffuse type) o2 T Urticaria 1( 3.5)
Bag4u vjgtgo] 552%=2 AH Xl dlo|ag Total 29(100.0)
Table 2. Demography of subjects(%) Table 6. Histopathologic characteristics
No. of subjects(%) Type No.(%)
Agel(year)
Male Female Total Necrotic keratinocyte 14(48.3)
10> 2 2 4(13.8) - Some(<10) 5(17.3)
11-20 1 2 3(10.4) —Multiple(>10) 9(31.0)
21-30 1 4 5(17.2) Spongiosis 23(79.3)
31-40 4 3 7(24.1) Exocytosis 19(65.5)
41-50 3 1 4(13.8) Vacuolization of basal cell 24(82.8)
51< 3 3 6(20.7) Blister formation 7(24.1)
Total 14(48.3) 15(51.7) 29(100.0) Dermal edema 18(62.1)
Perivascular infiltration 29(100)
Table 3. Clinical types of patients — Sparse 22(75.9)
Type No.(%) - Moderate 7(24.1)
Acral 7(24.1) Eosinophils infiltration 7(24.1)
Central 6(20.7) Basal pigmentation 13(44.8)
Diffuse 16(55.2) Pigmentary incontinence 3(10.4)
Total 29(100.0) RBC extravasation 5(17.2)
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Fig. 1. Amplification of 249bp DNA fragments detected in
paraffin-embedded specimen of 2 cases, erythema
multiforme. Lane M : DNA molecular weight mark-
er XIV, 100bp ladder, Lane N : negative control
(verruca vulgaris), Lane P : positive control(herpes
simplex infection), Lane 1-2 : DNA from erythema
multiforme patients
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