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Peptide-T in the Treatment of Psoriasis and Psoriatic Arthritis
A Case Report
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The following is a description of the improvement of a HIV-negative patient with psoriasis
and monoarthritis who received treatment with Peptide-T, a synthetic octapeptide that shares
a segment of the envelope glycoprotein (gp 120) of the human immunodeficiency virus. (Ac-
cepted May 31, 1988.)

J. A. Marcusson, Department of Dermatology, Huddinge Hospital, S-141 86 Huddinge, Swe-
den.

Peptide-T is a synthetic octapeptide that is identical with a segment of the envelope glyco-
protein (gp 120) of human immunodeficiency virus (HIV) (1). This particular segment is es-
sential for the attachment of the virus to the CD4 receptor of the T-cell (2).

A clinical trial has recently been reported using Peptide-T on AIDS patients (3). One in-
dividual who suffered from severe psoriasis in addition to AIDS found that the skin disease
cleared completely (4). In order to rule out whether this was a secondary effect due to the
improvement of AIDS or a direct effect on the psoriasis process itself, we decided to try Pep-
tide-T on a patient with severe plaque type of psoriasis.

CASE REPORT

A 60-year-old married man without family history of psoriasis and joint disease. Moderate psoriasis con-
fined to the dorsa of hands and fingers for many years. Recently, it became recalcitrant and widespread,
covering a large area of the body surface. He received topical therapy consisting of Dithranol and
steroids, with limited success. Five weeks prior to Peptide-T, he was on PUVA and showed only slight
improvement. Before Peptide-T was administered, therapy was withheld for 10 days except for indiffer-
ent emollients. Upon admission, examination revealed thick infiltrated plaques on the dorsa of hands,
on the trunk and legs. The distal interphalangeal joint of the left fourth finger was palpated swollen and
tender.

Course

1 mg Peptide-T was given intravenously b.i.d. for 28 days. No side effects were noted. Response of the
skin lesions was observed after 2 weeks, showing diminishing erythema and scaling. Thereafter a gradual
thinning of the plaques occurred. Ultimately his hands, arms and trunk were almost cleared, in contrast
to his lower legs (Fig. 1a, b). An amelioration of his monoarthritis was registered with regard to subjec-
tive pain and tenderness on palpation. Although his psoriasis was not fully cleared, the progress of the
disease had definitely been halted. The therapeutic effect lasted for 30 days. An intradermal PPD test
3 weeks after the last infusion showed a strong positive response.

Laboratory investigations

ESR 1, Hemoglobulin 128, WBC, liver function test normal before and after treatment. Gamma-
glutamuryl transferase was elevated due to alcohol abuse. Lymphocyte subpopulations, see Table I. HIV
serology was negative.

DISCUSSION

The central nervous and immune systems share the specific cell surface molecule CD4 (1).
Its distribution in the human brain shows that there is a dense accumulation in the hippocam-
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Fig. 1a, b. Left hand before () and after (b) Peptide-T treatment.

pal region (1). This recognition molecule is modulated by a neuropeptide, vasoactive intes-
tinal peptide (VIP) (5). It is not known whether VIP or other neuropeptides are important
in psoriasis. The T-helper cells, Langerhans’ cells and monocytes also carry the CD4 molecule
(6), cell types which are present in psoriatic skin lesions (7). It serves as the attachment struc-
ture for the immunodeficiency virus (HIV) by which the CD4-bearing cells become in-
fected (2). Both HIV and VIP compete for binding to the CD4 receptor (5).

Both the patient’s skin lesions and his arthritis improved after the treatment. The fact that
he did not heal completely could be due to his alcoholism. Alternatively, the dose given
might have been to low, or given for too short a time period.

The mechanisms underlying the effect can only be speculated upon. A viral etiology
of psoriasis has been suggested, since retrovirus-like particles have been identified in

Table 1. Lymphocyte populations before and after Peptide-T treatment

No. (x10°/1)

T-cell

marker Day 0 Day 28
Oct. 3 1.07 0.87
Oct. 4 0.56 0.54
Oct. 8 0.59 0.42

Oct. 4/8 0.95 1.29
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cutaneous lesions, urine and blood of psoriatics (8). It is at present an open question
whether the outcome for the patient is because entry of a putative psoriasis-causing re-
trovirus into the CD4 positive cell is being blocked, or whether the function of the CD4-posi-
tive cells is impaired because of blockage of the receptor, thus preventing intracellular com-
munication via crucial neuropeptides. Other mechanisms might also be plausible.

There may be some risk involved in treating patients with a benign disease such as
psoriasis by means of a peptide. Besides a temporary, expected immunosuppression of the
cellular immune system due to interaction with the CD4 molecule of the T-helper cell, a pro-
longed state of depressed immunity might be anticipated. This latter consequence would be
secondary to activation of the idiotypic network, leading to production of anti-idiotypic an-
tibodies which could bind to the CD4 receptor of the T-lymphocyte, thus impairing their
function (9). The strong response towards PPD, however, make this possibility less likely.

If this promising result were to be reproduced in a larger series of patients treated with the
peptide, it is probable that a new understanding of the pathogenesis and etiology of psoriasis
would emerge.
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