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OPEVEFICHEYLTWAEI EE2RLTED, I, EECEELISH LTV,

ET = Epidermal remodeling in pustular psoriasis

AU=Tizuka Hajime {Asahikawa Medical College. Department of Dermatlogy )

AB=[Purpose] In order to determine the epidermal architectural remodeling of pustular
psoriasis a quantitative analysis was performed. [Method] Samples of pustular psoriasis
(7 cases), and psoriasis vulgaris (50 cases), lichenified plaques of atopic dermatitis (50
cases) were analyzed. The parameters measured were as follows: H, papilla height; W,
papilla width; A, rete ridge width; B, thichness of suprapapillary epidermis. [Results} The
epidermal architecture of pustular psoriasia turned out to be corresponding to granular
layer minus psoriasis. [Conclusion] The epidermal architecture of pustular psoriasis

corresponds to granular layer minus psoriasis.
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[Er] EMREICIIFPERMZE L. AL O desmosome FE & % Ml S  TREMIC
BEASER &N 5, Corneodesmosin (Cdsn) @EEALOBRBMCRBEINIBEEAT.
desmosome fAMIAE S TRBHICEE L, ARBMRORS IS T3 LEEShTWVWE, 20
BETREROBRTFELECENTOLALMBAE G A3 EETEI L0 SERESZHERET
DEFEINTV D, AR, EFEE. SEES I URBELERICE I 5 Cdsn OFEBIHEA
AWHIEE L N THE L, RELOMEARTT A I LA LT 5,

[(HiEE] ERERESEMERICEIT S Cdsn OBEAIT- 12, 6POFZIHBERE XU 3H)
OIEFERE OEBRAE L BEEET, AEE®R L. (KB T Lowicryl KIIM BB L. £AF
kD EES B, EEEE A EEUAE . #E TR % immunogold 12 & 5 REFEIRIC
#1172,

[(ER] FHEEE T Cdsn 3EMBLBLVWILENECTREL, c0RZETERRELE,» S
sitastic i = h. desmosome OHIMIASRIRICEAL L7z, SEMEBER T3 Cdsn I HEHE
TEBTHREL, ABLD 2~ 3B TE CHiaA R * . desmosome ffIA A ICREL 1.
Z 1id involucrin, Cdsn SR SEE XN S T EMRE IR,

ET=Corneodesmosin 1n psoriatic epidermis

AU=Ilizuka Hajime(Asahikawa Medical College. Department of Dermatology)

AB=[Purpose]In order to determine the distribution of corneodesmosin in psoriatic
hyperproliferative epidermis immunohistochemical and 1mmunoelectron microscopic
analyses were performed.

[Methods] Samples of psoriatic involved epidermis (6 cases) and normal epidermis (3
cases) were analyzed by immunolectron microscopy. Tissue samples were cryoprotected,
rapidly frozen in liquid propane at — 190°C, subjected to cryosubstitution in methanol, and
embedded in Lowicryl K11M.

Immunostaining was performed using two monoclonal anti-corneodesmosin antibodies,
(G36-19 and F28-27. [Results] In normal epidermis corneodesmosin was expressed in a
single cell layer of the upper stratum granulosum. In the psoriatic epidermis

corneodesmosin was detected on multiple layers of the epidermis in the stratum spinosum.



The location of corneodesmosin was on the cell surface within the desmosomes. Release of
corneodesmosin into the extracellular space in normal skin was restricted to the most
superficial granular cells while in psoriasis corneodesmosin release occurred at 2 to 3 cell
layers below the cornified cell layer. [Conclusion] Extracellular release of corneodesmosin

occurred at a lower level of the epidermis in psoriasis than in normal skin.
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Lowicryl KIIM Bigic BB L, BB L hEES S ¥, EEBUR 28tivdkic, HEY
Fr % immunogold 72 & 2 RIFEEICEE L /oo AV 72 1 IRPUE I Cdsn & 7 7 o — F ik
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bii& BT601(Biomedical Technologies, Stoughton, MA) T& %,

& £
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Various reports have been made that the balance between T helper (Th) 1 and Th2 cells
is shifted toward Thl side in psoriasis in contrast to atopic dermatitis (AD) in which there
is a shift to ThZ cell predominance. Recently, Rissoan et al. reported that dendritic cell
(DC) subtypes, such as DC1 and DC2, are essential for ThO cells to differentiate Thl and
Th2, respectively. In this study, we tried to elucidate if there is any such a shift in DC
subtypes by analyzing the peripheral blood mononuclear cells (PBMC) obtained from the
patients with psoriasis and those with AD, based on CDllc expression on lineage marker
negative and HLA-DR' DC in PBMC.

The ratio of CD11c® DC17CDllc” DC2 was marginally increased in psoriasis patients
compared with the healthy volunteers (P<{0.1). On the other hand, the ratio had a clear
tendency to decrease in AD patients. Therefore, there 1s a significant difference in CDI11
¢ DC1,/CDllc™ ratio between the psoriatic patients and AD patients groups. However,
those with pustular psoriasis did not show any extreme shift in this ratio. We further found
that in 2 out of 3 psoriasis patients, the ratio showed a decrease with successful treatment
leading to clinical improvement.

These data indicate that the immunological abnormality in psoriasis may exist already on

DC level and this abnormality may be corrected with adequate treatments.
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An overexpression of inflammatory cytokines has been found in the lesional skin as well
as peripheral blood in patients with psoriasis although its etiological significance is not yet
understood. In order to evaluate the elevated cytokines in the peripheral blood, we
investigated cytokine profiles of the peripheral blood mononuclear cells (PBMC) and
monocytes in 30 patients with psoriasis (6 patients revealed arthropathy) and 27 healt};y
controls. Without stimulation, both PBMC and. monocytes from psoriatic patients
produced higher levels of inflammatory cytokines (tumor necrosis factor (TNF) -a,
interleukin (IL) -143, 11.-6 and 11.-8} than those from normal controls, but they exhibited
a lower stimulatory response to conA or LPS. In the freshly isolated monocytes expressed
the cytokine-mRBRNAs strongly in an unstimuiated condition. The elevated mRNA
expressionof monocytes was decreased in each psoriatic patient after successful treatment.
Meanwhile, monocytes from psoriatic those of patients with arthropathies revealed
significantly higher levels of cytokines than patients without arthropaties. Our results
suggest that monocytes produced the inflammatory cytokines in the PBMCs from psoriatic
patients, and the elevated levels of inflammatory cytokines might be correlated with the

existence of cutaneous lesions and arthropathies.
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