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Psoriasis as a T-cell-mediated Immunologic Disease
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ABSTRACT

Although the exact mechanism responsible for the pathogenesis of psoriasis is unclear,
interferon-y producing type 1 T cells have been reported to play a significant role.
Infiltrating activated type 1 T cells in the lesions are believed to be responsible for
stimulating keratinocytes, which produce many cytokines and growth factors. The
hyperproliferative epidermis is understood to be the result of either the cytokines
produced by the intraepidermal T cells or the reactive phenomenon after keratinocyte
damage. The microenvironment in psoriatic lesions deviates toward the type 1 status,
because of the increased type 1 cytokines and either the decreased or unchanged type
2 cytokines observed in psoriatic lesions. Therefore, this review focused on a T-cell-
mediated immunological basis for the current hypothesis of the psoriasis pathogenesis.

(Immune Network 2002;2(4):189-194)
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4-immunoglobulin (CTLA4-Ig), &CD2 &), leukocyte
function-associated antigen (LFA)-3-Ig, 3}CD25 &+, &t
CDIla 4] 5 4 T ALE ZEAZAL T A
Eo GHAE A (AL AFHTHO),

T AT AA W 0 A8 ABD ATHHEA
g A 27} (chemokine). ZA 3= T A|E2] 714 W
0 AEe 8 vle] T AL} W ) Behls) Aol
Zv7y ZANs= LFA-13} intercellular adhesion moleculel
(CAM-1) 2ol ]3] R3] W2 A48 + 2439 2
A A A ol A W= [CAM-13} cadherinol] T A|Z9]
LFA-13} aEP7 integrin®} ZH7b Wb-g-3slo] %3] W& 9]
E8hAl Frh9-11). P- 32 E-selectin® 2.2 T (Thl) Al
o} Fr BAEE 2w dHA glo] A4 W W
A3 I3t AlZol|A F7H P- -2 E-selectinge 714
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3 CXCR3+ T A|ZE7F G el He} 714 ol
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obieh A4 B4 CLA+ 3%} 71 T AIEH}
MIP-3aoll RI1ZslA] Wheslm 2 MIP-3a= CLA+ 3%
17k 719 T AES] W Aol F oJebg sk
7102 AZ-Ech(14). Thymus and activation regulated che-
mokine (TARC)$} macrophage-derived chemokine (MDC)
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Table I. Changes in inflammatory versus inhibitory cytokines in
psoriatic lesions

Cytokines Reference
Inflammatory cytokines
IL-1a +,-,% [57-60]
IL-1B +,- [57-60]
1L-2 + [28,29]
1L-6 + [61-63]
1L-7 + [64]
1L-8 + [37,46,62,65]
1L-12 +(p40, p70)/%(p35) [32,33]
1L-15 + [67]
1L-17 + [68]
1L-18 + [69,70]
TNF-a + [37,38]
IFN-y + [28-31]
Inhibitory cytokines
1L-4 - [28,34]
1L-5 +,+ [28,34]
1L-10 +/- [28,33,35]
1L-11 + [62]
1L-13 + [36]
TGF-B +,-,% [53,71,72]
+, increase; -, decrease; *, no change.

Aol B7kel ZHastAY ¥ Wiyl gle Ao Iy
Zluk giek28-38). 714 w4 WH3te = 54
Aol E71R1 3 AT A AN Apo] E7FQIE Table 101 2.9
ik 214 shbell A W W IL-100] ZH4d AL &
A% oh¥ 4 (genetic polymorphism)¥} <3 xkz]o] Ayztek
T 42w (39), IL-8 IL-10 &9 g 74417
v Aoz 4HA glo] 74 W W IL-10 &A1) 7
& IL-89] F7bdll 71Q18keka A2 4= 9lvh40). wt
2k IL-100]u} IL4 & X EAZ A3t SHFN-y
FAE ZAAERE Adsle] a5 HI|E 3ht6)9).
olglol = 5 A Aol =711 TNF-ax E3A4
& R 7|+ #go] 9+ IL-8, vascular endothelial
growth factor (VEGF), basic fibroblast growth factor
(bFGF) 59 A& T7H7I& A& dEA(41,42),
TNF-at} IL-85 F4 02 sl A4 XA 950
o] zZhaitwk oplet A Y] AaE R EH
2 AEAHE veblizlel Zld=Ee, A4 TNF-oE
FAoE 3= X EE 93 N EAHE Hole e
2 4HA vl k). 74 WA= VEGF, angio-
poietin, endothelin-1 (ET-1) 52 A A QA= Z71=
Hhe thrombospondin-12} IL-10 7+ H 3P4 o] 4917}
= o] glo] AR oS 2Hlsle AR
A7l eh(33,43-46). 714 W el A= IL-3, granolocyte-
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macrophage coloney-stimulating factor (GM-CSF), leukemia
inhibitory factor (LIF), oncostatin M (OSM) 59 Z3A
#lo| E7)9lo| Z7}5] ™ (28,34,47,48), transforming growth
factor-a (TGF-a), amphiregulin, keratinocyte growth factor
(KGF), nerve growth factor (NGF), bFGF 5-2] ZHA 3 Al A
Fz7 SAJAEC] 7= o] Arh42,49-56).
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A X &7h AgE s gk, 2 74 HolA 24
3k type 1 T AlZE7F S7ksl= 71743} type 13} type 2
Aol BRI BT olFE 7IAS wWile ATt
Yoz ZgPslojol & Zlog AHZEr)
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