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3. 9% &4 BE N4 AJF I

. @R 47 L ol@ Al e A AYF 3
Aol WE An ARF P AolE w e WAE NFoE F
Fo Mz AQFE PP vEsATh 204 Pwe] AL 41golglor,
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AAIG eI 2dgel Hlgo]l w9k, 1 | ol 4o ®HM= diHos
Rty A ARFe] wlgol wITHE 4). Y ofHE Apol=

FARCE FolstA] &okth(p=0.38).

o1&+ 7|7k = W AA 23y IR =23ty
14w 56 20 19 9 8
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1 o4 36 12 10 11 3
(39.1%) (33.3%) (27.8%) (30.6%) (8.3%)
= 92 32 29 20 11
A

(100.0%) (34.8%) (31.5%) (21.7%) (12.0%)
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N 6 3 0 1 2
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= 52 22 9 14 7
= (56.5%) (42.3%) (17.3%) (26.9%) (13.5%)
o 21 5 12 1 3
B (22.8%) (23.8%) (57.1%) (4.8%) (14.3%)
R 10 5 4 1 0
(10.9%) (50.0%) (40.0%) (10.0%) (0%)
A7 9 0 4 4 1
= (9.8%) (0%) (44 . 4%) (44 . 4%) (11.1%)
. FAA A5 BE M4x AJF
NBUVBY =4 =2 A4 PWVA F3stayle 19 ol 53 HHo

A B2 26 T AAF M ARAS 21l A7F 1041(38.5%) =2 7H
worow, myggol 84(30.8%), wIRFFo] 64(23.1%) % tF. FAH A9
71980 glar, 1708 ol IA TL A AHRo|E, IFA WAZRHAAR

s B el Hwd Ax ARHol 9633 TH

Slo] A HolAR L WHkEES 53 39¥eo IAE JE-d
1541 (38.5%) oA AARD A AFAS HIPow, EddaS 1449(35.9%),
nuke & 54 (12.8%) 2 e (£ 7). o83 Zbe] Aol: EAFHOR

ol et &k tH(p=0.54).
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B 26 10 8 6 2
b (28.3%) (38.5%) (30.8%) (23.1%) (7.7%)
WA 2 27 7 7 9 4
i (29.3%) (25.9%) (25.9%) (33.3%) (14.8%)
4242 39 15 14 5 5
T (42.4%) (38.5%)  (35.9%)  (12.8%)  (12.8%)
o, WMRZE §Fo & A2 YA Fo I
W AR dre] Mes f5o me A8 wes B 23

729 FToME EYdd A Q@ o] 259 (34.7%) %2 7+
Botorm AAFE 2490(33.30) 2 AT, WEFo] AJ™ 209 =
Hzrol o A

=2 |

Az AR AAGoY veke] A4

2

(% 8). 22y o]# @ zteol= TAH LR Fol8hA &ktH(p=0.63).

MRS FE F AW S FAY =gy 0wy 29
o1 o 20 8 4 5 3
M (21.7%) (40.0%) (20.0%) (25.0%) (15.0%)
oo 72 24 25 15 8
e (78.3%) (33.3%)  (34.7%) (20.8%) (11.1%)
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M AR A7 Ael7h A& Aclgte sdelrh. PUVACl o i

o)

A 71 27 e Py #Ee B FAFAATGTT. 2
W EAshs o2 x0 DOPA 94 &4 ZepdAlxsc] Hj24dstd dH=
A FAAE o A=l of& #3, TSt ZHF BY=
olFstel  AA Aol  dojd oz IHAFHNGP. n|EAstd

Aepd A7t @4gs = 71 dside & deld dA Gk Kao 57

a5}
r o
=
L)
o
=
e

8-methoxypsorarens ©|&3F PUVA X5 o] ¥wdlzx o

Yol 2AFI tyrosinase Aol FUMET HaEgith. Td PUVA

4

A8 F By W FASIAAE) ZaEHe Aoz dEAd Ao oy
MEE Qs WA AskgArt dehddze Agse S
AAste]  FA olEd MESAY WSS AAStL, ARHo=m Hepd
ol F7EThE Rux gof’. ey, obF7kA NBUVBOL old A
AAFe] AL HYHOoR ATH Hut =B, BARES GRE
PUVASE ALE M2 ARZe] 7lde] Bold Rom FHatm Yo,

Imokawa 5ol olatd B ZAF ¥ Z

N

aX
i)
o?L
O.|.,
é
é
>
D
=
a.
o
—t
=
D
al
)_A

interleukin-1 a 2 tyrosinase? wWdo] F7}gth= Hrlt o,

Schallreuter S%& NBUVBol 93] #a+ab=2(hydrogen peroxide)S

l

Eallst= 7M7)k Al (pseudocatalase) @] FEA 37 dojdrta H a3l

vz} otk Wu S%4& PUVAQF NBUVBE vl w3 A Fol A F 3 Qo] e}

Z}+ 2 7 A M| 3. o] A 2 Al 32 A =7121 2 (mi togen) L} R =
Arksts Gl Zolrk ki Rasditk. by o=z wWehd A L 9



Z2lo] Bojdte= BEIEZAAE leukotriene (41} D4, endothelin-1,
18]31 basic fibroblast growth factor(bFGF), stem cell factor(SCF),
hepatocyte growth factor (HGF), melanotropin, epidermal growth factor (EGF)
2 platelet-derived growth factor(PDGF) 5S¢ AACIxEo] L&A

AP, B3 olef@ WAL FHole ®s) e 2AFHA

=51
5

’

EAXEX F9 g3l daYA(paracrine network)7} F L3

o
-
Fgahs Ao® gHA A A dFeR 3 dTelA PIVA A=

F @3 DFGF, SCF 3 HGF 59 2dFAAAE] S/t 2dse
A71A el PUVA ZAbe] 93 M QA2 7)Ao olE HatdAE
BEdEzyaxE0] F23 Jads TS AARECEM. gy u 570

Ba3dk wiel ol wid®E ZEPAAMFE NBUBE FAFSHH  bFGF,
endothelin-10] FH]F o] Az} A
oM = AAFHA L] BLEZHA] Aol YEYRA] Attt A=

F Aol €@ 24§ A1del Aolk A&E AASHE Aelth,

ke

o TEFAANAR LA PUVA
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Abstract

Patterns of repigmentation after 308 nm excimer laser therapy

in patients with vitiligo

Do Young Kim
Department of Medicine

The Graduate School, Yonsei University

(Directed by Professor Yoon Kee Park)

The mechanisms of repigmentation in vitiligo have not been elucidated.
Many investigators postulated that there was a melanocyte reservoir in the
human hair follicles. The mechanism of perifollicular repigmentation
pattern has been researched extensively. However, there are clinically
other repigmentation patterns, such as diffuse and marginal forms, which
frequently are observed in phototherapy. Recently 308 nm excimer laser has
been introduced as amodality, it has several characteristics in the course
of treatment. Because excimer laser targets on localized lesions with high
intensity of radiation, it needs lesser times of treatment session; it is

comparably more effective than conventional phototherapy. Therefore, the
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patterns of repigmentation after excimer laser therapy are expected to be
different compared with conventional phototherapy.

This study was designed to observe the patterns of repigmentation after
excimer laser therapy and to analyze determining factors on the patterns
in various aspects of clinical parameters. Ninety-two patients enrolled
in this study had been treated from March 2004 to June 2006. Excimer laser
therapy was given as monotherapy once or twice a week. We observed the
patterns of repigmentation, and analyzed the patterns in various clinical
parameters to discover determinant factors, and surveyed differences in
therapeutic outcomes according to the patterns. Ninety-two patients who
achieved clinically meaningful improvement were evaluated in this study.
Of 92 vitiligo patches selected, 32(34.8%) exhibited predominantly
marginal pattern of repigmentation, 29(31.5%) developed perifollicular
repigmentation, 20(21.7%) developed diffuse repigmentation, and 11(12.0%)
showed a combined repigmentation pattern. In terms of the involved sites,
among 52 patches on patients’ faces, the most common involved sites,
22(42.3%) exhibited predominantly marginal repigmentation and 14(26.9%)
showed diffuse patterns, but among 21 patches on necks, perifollicular
types were predominant patterns. However, no relationship could be
established between patterns of repigmentation and following variables:

patients’ age, duration of disease, types of vitiligo, past history of
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other treatment modalities, and poliosis. Number of sessions or cumulative
radiation dose to achieve clinically meaningful improvement, or speed of
repigmentation were not different among the patterns of repigmentation.
In conclusion, marginal pattern of repigmentation is relatively common form
in the treatment of excimer laser compared with conventional phototherapy.
Also involved anatomical site of vitiligo is an important determining
factor in the manifestation of repigmentation patterns in vitiliginous

patches.

Key Words : excimer laser, repigmentation, vitiligo

_41_



	차 례
	국문요약
	Ⅰ. 서 론
	II. 재료 및 방법
	1. 연구 대상
	2. 엑시머 시머 레이저의 치료 방법
	3. 치료 효과와 색소 재침착 양상의 평가
	4. 임상 소견과 치료 반응에 따른 변수의 평가
	5. 통계 분석

	III. 결 과
	1. 환자 및 백반증 병변 병변의 특징
	2. 백반증 병변의 전반적인 색소 재침착 양상
	4. 색소 재침착 양상에 따른 치료 경과의 차이

	Ⅳ. 고 찰
	Ⅴ. 결 론
	참 고 문 헌
	Abstract



