ZENRTTHLENTVD, 1~2mm B FOMETIE, 1~2cm OEHWEE, FhUTOMEER, 1om
7= melanoma in sit Tid 5 mm QM UBRZ 479, WEBIIK TIRAL E COkRT 5 2 LR SR T2,

AANMIZ, MCSET 2 ERBEETE, 020t BRL, UREBEEMOBEE X L—-X1
175 o, BB A SATEMEOWN, BRETHI LSS, T Bk S LMW HE
BBV TIE, BEARHEOHNIZE DS, 5 mm MEORERO— Y v 2 Ro L URAEESH
BIEbdHD, —HICEGBGEIHHE AR 0T, BREDROL O, M THIOHORR
B 21T S 20Tl BRIV I TBoTEO Sk,

sentinel lymph node mapping % £ /¢ A AEFITIE, MMM OLHYROBEIZ, FKEY >/ iiowEr
Fi5. #iRoRBE (adjuvant therapy) LT3, KBTI, BREKEOM 254 mm LA R OSEGITH
L. interferon alpha (IFN-a)-2b ®iE#E% VAERTTH S LA MR I ATV EY, 2L, ToL YA VIR
912 high dose @ IFN-g-2b (20 million IU m*) % 4 MY T2 MM» S0, Zoathr s, WORCE
ORI SN TVLORBRTH S, FHEH IR ER TOR K IFN WO A7 IS N
SNT WA, T/ IFN-a-2b OB G OA SR EBIHE L L ToMMIIE, bARTRAZ STV RN,

B U/ \EEERBICT 288
WML, 7 sentinel lymph node mapping {2 & 0. AT ) VBB A RO ol kDo) on
BHCEBED w2 ) D& B 72, BUANYY) ¥ /SHiski#% #4179 . sentinel lymph node mapping O K
BN 0 /1 EIMTN RV PN 1) SR X B R H E /Rl
B, S Tuws I i, sentinel lymph node mapping D ESIZSEMEE 1 TS Rfe B RN AR Dh L
BWAIIEITENEVITET, R Y ASHOWABHEET-TH, E20 2 /8IS A O AT
REPEIE 209% BN ARV 7200, SREITDTRGBE BIET 2 X E 5 89 2 Bt + 2 BIRBHA K TR
bRTWAD, F/ SFCHEEBESE O MR8 L, sentinel lymph node mapping THIMSIN LA A
Dhre IS, BEEAY Y 2RI E AT DT IO AL R 179 T & T, T & Rk b i RS O ]
GBS RLZDEIDE VIR LTI T VA, 2250, I, BN TS |
BOT, BRI ORI S TR Y & SIS R R & 175 BRE v, £ It
B L B LG T ROU RO HR TV, :
WSO BIG E LTiE, ) v ST A OIER OB, 4 ML LA L7l Y o o3iidg
WA T, EREMNANSVEA Gom B, M2 SEEERAOBRBFED SN LHGR ENSL. 'y
WO ) v R BT, ) Y SHIAORD L VD, ORI T WS b
WA R L TWVAA, —REE R L Toavy, 20 0 Vo SREETT, TSR 2 1 RO
PO DI TT DN DB D, k
- e EOEMYE
Wilg ) v SR O B B B IED 12T 2 W RIEEREO GRTEICE L TR R S RTY
v, KT, fi o high dose IEN-q #H: AW MO BH I SN TV B A5 TOMITEINOLS,
KRS OB T T AMS R AR B, BAT 2 F 2O R OBIRGRA T DR TYS
A, REFCFDAKARBINALOE R, DAEIIBVTIE, SO L) s L. BHRNE
DAVFeron #ik & X 1L 2 A i bt T X 248" S Odmd i FREUHT D L v BN
T, T A AANS X B 2IEEHA % myelodysplastic syndrome (MDS) @b b, Z0OH
HER WML E LTHIT 2 2 LRI WTIE, Gtk FHRHINZLEID S,
X2 hAHTIE, BRI IFN-B & 300 /7 4 10 T MSIET 2 7 = 0 Y iRk G L b 17D
NTVDA, ZOAIMEEE SN TR, BEOE A, WilTB XU RSO RIS RA
DURIZHA A AIEREE BT 2805 T, BURARGHBIE D U i, BORRB~ OB FiEn7 7 3
O—FEEZHND.
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BiR 17 EEHA

in-transit metastasis, satellite lesions (BIBRZ) [CWT B8

BHEBRGHEOEAOMIE, RYEBEIRI S hvd, BUSEMEOKR FL LOERNCERBSRILT
 BHEFIA @ B (satellite lesions). F 7z, BUSHLETE ) > 23HioMOE L U CIENICERSES LT
{ 4Bl (in-transit metastasis) b H 5 (TNM 2HITN2C H L CIEN3). S0 X H R#Emcs Uiz, 4t
PN E 2 W32 2 L b fibN DAt KIS »TL %{f} a“f’f %M O HI2 1 isolated limb
perfusion &9 THUZ X N, Kif 2 melphalan % EOHATA R 2 SIETHRET A HBELITFOATVWS, &
720 W BCG X IFN & ik 0. £/ WICREROY AL, imiquimod #4Y 0 5 8 5. A4+

Ltrbd b

B=5EuR(VE)ICHT HaE
& (LFEE
A%‘M%’z BOLTEEROERT 0L 2 R E S5 LR S TuAR vy,
Cid. dacarbazine (DTIC) ANG#HE & LT SN TV DA, ZOAHIE, 10~20% THEHE 052400
K BOHWMITEFIEFNTH 5.

dacarbazine (DTIC) {1,000mg m  &%T 3~4 BEHHEE
HL<IE, 200mg m' B ESE day1~5 3~4BEHE

T deslid, #EL TR Y 200 0 T 5 & 15 temozolomide A8 DTIC ® b HiZiv b s =
&b Z. FHIBER 2 4R SEBI LRl L CHERE S IS h b2 L b 5.

temozolomide I 150~200mg m' B, 5 HE%S, BEHBIIESEBURT. }

temozolomide % 5-#: & L Tid, 1242 75 mg m? MRS 6, Fok2 BEOKELXBH L. o
VYRR vsERiB Ao, RIS R S T WHEYEDIH B 720, Prewmocystis carinit Wi 4 ® T80
728, ST (YAl E PR PR3 5.

AR AROFINEE P2 7010, SN F TIEMOBMIRMEIAAR AT Lizfie DL 34
YHMIEEINTE LD, f’{:ﬁ"?ﬂ:féfé‘(é#ﬁ IHDOH o T, BYEREHIL Lo rE#dohs &
SND BAMMBYEBIA A AL, W38 DTIC OIEH T cisplatin. = b v L 7 (BCNU. ACNU. CCNU).
paclitaxel, Y7 A 7NV 4 F (vincristine. vinblastine) 7 &3 5. WL HiAIT 10~20% D444
PN ENTVWAE, SO LS % BB AR & V£ 3% biological response modifier (BRM) % {if
HUERENGL YA ELT UTD32%5iF5.

@ [Dartmouth regimen®]

dacarbazine | 220mg m, day 1~3, 29~3]

cisplatin 25mg m, day1~3, 29~31

carmustine | 150mg m, day !

tamoxifen |20 mg (). 1820, RNABBRSORK I BEHNSEEL,
:’*ff?qﬂ JMOREE COBUHERH I S RY) f&‘”%ﬁ EXS)

s6 H (8 8/ BIOARME, BIERZEHE
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® (@B b2EE (biochemotherapy, O’Day &%)

dacarbazine [ 800 mg m’, day 1

cisplatin 20mg m', day t~4

vinblastine |[15mg m, day 1~4

IL-2 FERERARIRS, day 1, 18MIU m' i day2, 9MIU m'; day3~4, 45MIU m’
IFN-a SMIU e, BT, day 1~5

tamoxifen | 20mg (}20), day 1~5

G-CSF Sug kg, RTE, day6 lCBAL BIEREAY 1 B EICHR D FTHE

21 BEBITEEERUIRL, 2@08BGICHRYE

Dartmouth regimen (X, D% ML ik TO KB L BRABR CZOH SR SN, Hiknng
A ETIZRWL R o, 12720, HHEOHCTW AR TIZ, 4T Dartmouth regimen % Fi\T
WBH, 100 BB EOERA A B LABATL, TOHF%E (CR+PR) 1240% & ->THH. DTIC #H
L, AECHOEYELZHERFL TS DROROBED L ¥ A ¥ LR T b 2 KRR 0
K& 7238\ 13 tamoxifen D254 T, tamoxifen % 20 mg T2 <, 11140 mg 2 V7% & LA DHHARE
W5 3 HAlh HiaH, T RREEZ S ETHRZHROLIETHA.

tamoxifen 13 i3 rﬂlsﬁ%'fml’(lll*r""'*’it; T EMNNSNTBYEENLETH S, /2. BCNUIZ L 5 if/MER
AR cisplatin AR Z TEBEEIEEE LTRSS REMN L T LErH 5.

® [MD Anderson regimen}

—Ji. MD Anderson regimen X, BOMHOBRRBETL —ZOMESHE SN TV BN, @b,
G OGRS LTEE X v, 70780 W S 4 SRR O R B B CRYBIA I S Tv A,
FHEOFB T, ODay DEGD, BRIRLDH IO EHLL T, HEMERGE LTV IA Y EEZI LMD
AL MEEBELIL TR ELW

T2 WREIZEHEH OB RO LR T 30728, LUT @ carboplatin + paclitaxel O L ¥ 2 » HHi S hTwa
ORI 20~30% AR EE L MDD, WEORANKIZE LA EALNT, Thss. DTIC #l
XBHEREZ RTHEI DI TEIHEAII L XN TRV, ZOL YA VA EH: 2 84 5 sorafenib
FRUAE DL RKETOENROBEIKRES T, sorafenib WA 5 AU v MR SN Lr o7,

[carboplatin+ paclitaxel]

carboplatin | AUC6, day 1
paclitaxel 225 mv, day !

3EBBICERERUEL, 2301 DIIBIOEREBPRHTE

(Ary—04%22(IL-2) FE]

BEPIREIEICE, FRCARRENROONL I EILD, o3y b o — IR0l RS S
EARBINTEZ 0L RFEOS, KRIWELA AW (National Cancer Institute) @ Dr.
Rosenberg 5 @ 7' )b — FHHLLAZ i > TAHED IL-2 24553 B IEMA B S T E 2" By,
RIEN D7 O TH AT HITA%, B, %xhll))fl)m%%f&)dc & BT WIERNE B o U AE
EVD HEIOMWNATE D, XV RahRmE ETW5.

NN (RS 2 Re S Ny

© 7273 WU kg (0037 mg kg) 15 PREITIRES, s BE@EIC s HER A 12 D@b%%na. BEETH#10~15 HOKE.

. ‘C@Tg 20— ILBDHRE (it 24 BDIRE) 2 2LBICHEHT
CHEMMEONIBSE. BUROAREZ 1~2 BB ET.
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BR17 EEDA

- EEISEIVER— vascular leak syndrome

N IL-2 #8000 M e WENT & LT, vascular leak syndrome 7% 5. % { DIEFIT, WE~DOKDNE
Masigd b, ok ‘it Lo, i, RN, WA, BRI L OSBRI RS
SRBH, SOk ngty, HHEEZ LS bLAEBHIOLOFMETAIEEELL. —HRICHK
okl k., #er e ROBEE L. JORBEORME LT #5~10% DMEF TGO
HErfoh, Zhdt, ZOBROGHELLTHORMBMYTEZ 2L THL. WITHHRHi~OTERZO A
AL, A0 ML FOLMBESIEE AL VEEICE, KALREGHTH L. 2L, JoBRPILE
WK““‘&%H*HO®‘.*HT%.ﬁ%ﬁ@%wm%htkﬁfm&*w%mﬁﬁbﬂ(wé
ICU B oz b wbAHOMETIO L) REFHET) S EBEENRE P E L v EER
HiLAh. i 720 HAFETIRIL-2 EEMRAT IR TE ST, FAERIISHTHY. T k) hAmi
FhHPETTH) &, FELAWETH S,

B I OSEIRITIER
ﬂ%mﬁwmﬁ@ﬁﬁﬁ T BRI i LRI OWRO o 0. HBHTH L LT
bRBHE, MVPEIEEIR LR R Il T DR BB G S B, HHOHN, FHIBEOFRIEHY

2 B HEVEIZAR VLAY, E“'J{'(f) QOL %10 k¥ 2 B THFNDH L. FHOBRII WL, BHOIKE,
TR S TSN L SRR L TIRET 5.

A VIR 0 2 BARGE T, BRDESNBTE S0, R TRERNS LSS TH LY
BT 22T SHB05 gy ‘//ff;ﬁfﬁffzﬁf%ﬁ'L?Zcb*i’:!if*'i'!iﬁzf%%; C Wl SRR RO MBS
TOMRAECT &, VR LBEEOMAIEBHRTH LI &, WO LDHAKW I &R &L THRL
R shd, S EEIR D, &)ofmtyr’r’mﬁbéﬁ D&, BTN & S I B T
NHHHIERELEETRES ﬂT%é RS R XN A, CT. MRL PET % & O lij{&k
FECUEBEEOFEERE LT, FHoOEEEIUET S, S0l 2lEEHWE L2FHIZL Y, &
20~3o%0)1',17{9!11“#;%@27)*‘2211?-’!;‘:?%x LEEha, FlaE WMERCO>WTIR SEUREITALEA S4E
6 20.7~29% L WIS STV A,

B BRI DA

VM R B EH O T, #20~30% D PIAMER E R LTS, SodiIdiENoliix,
20 b O L AROIEERICTRREIND L0 s, BEIRT, SHHHGED 2 DI HETT L 7o i
e, F7o, BB BORGETERELINAAIRRERLTEND. HIETHRI OB L EIR
R miﬁmwiﬁ’r‘ul Wem L ABBELFEIGENTTH S,

WA & 249 1}\75‘md?)bﬂéfﬁ5’: Y, MBICZR T ol FogSERE L, BAEEIE, BRI

WG & R 2. CMESEARIO TR R A, SRR ER TS, b L. SEISEIRRIZ L D
[ T A RN ‘r&x_ ST BEEZONLBYG. 72 BEHO L SO G2 o T
WIS & SRV, A4 7R ED, SEEORIRZ B RATIZ480 2 BmAE GERRGD
75:"%‘26.

DAL . IO ) HEHEDHEIGE &S v laid, MY (whole brain radiation therapy) %
E2HH MPHLOIEIE, —ICREHRIEREN T A . ERRE RSN, £ HUEEIRIER
OIS RD BRI, PHERMBE ZMA S Z EALTHhRTVwEY. EGTHREUETLEV
Buzfontb o, F720 WAMROFHGRIZOVWTYE, —B2ORBIG O THRy, 2720, K
AR LTEERND 238, BARNHTHOBI RMMER, fHRsEIL T EEILATY
BHOT, R L sl EoREOGRME L, BHEBNANERIEIIET 5 2B OF RN RS
OT, FRERAOBREL L LB o7 b T WL ERET S,

B H DHE D 72 DI [T DO MRI %2 & T KA H - T & 72 SEMNOREERIZ > Wik, ¥
YRFATREDRFTEREE L, EMEE IO TR A BINT 5. R T & 70 L 72 B IR
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M % i85 % temozolomide 2N HETHEIEM L VAT LTS N2 L b HHA5 BT, BB ICHT
BEGLFFRBEOFHEEEL SN TRV,

ARORERRZE

SNF T BIFHO AT =T PR MEE LT, T2 F Rk HUARE o rE0ELR
LOEBIAE 4 OERRBTHET SN TE A, RIZCHBURE S ERIE RV
cDOFIEE

72 F ROV, MEOMEERE VW25 2 =<0 v F O KBIBRIBRGRA. AT
) B OEEER R SRS L s 72 b0 HEE AR R IBIRIER 22 2 (ASCO) TRESN". HH1HT,
A7l 7 F YISO L S 272 XM 12 L7, K[¥ National Cancer Institute @ Rosenberg 5 (&, H
B 440 IO HRECET & LR S B S A7 35 DERIRIRER 765 BIO A ¥ 7 ) ¥ AD RS,
77 F VBT L B PR ULEOHIREDTA 3% TH o2 e WL T 5"

- BFREREE

Rosenberg Wil L7z 7 V=71, SOEI &7 7 F v ORRERTI AT, EHCRMLTELT
v SER A RO TSN X 4 BT b &3 48-f 5338k (adoptive immunotherapy) DWFZEZEHUTTHY,
A BEREHIE % O conditioning THIV' 5 & ) RiEHE 7> T, BEHZORBRIZY A -V EGILH LR
A CHRERE L 72 T U Y288k % b 2 &L B osiAABHshe T u I e 2 ML Twa". Z0k)
R A Y v 7 L i e L T B8 - RIEHIIE, KFITH National Cancer Institute & OB S
PR TLA LN TE ST, hAETIOL) RfHfd— BRI bN b0 &3> Te R,

- FREE

. R T IR (regulatory T cells) ZEMIC L THLRIEMISERAEL, 25/ — 2l % S
ML e LTHBRIErRALLINTVE, ZOT7Fo—Foftgs LT fl#EETHMISERL T
% cytotoxic T lymphocyte antigen 4 (CTLA-4) {23 A Hufksff sy MARER L L TREITIid A, FDA
P DRI B 2o TWA™ . 2720, JoRHE. HAREEINRIRSE. VRkg Bikel
ORI A T 7 —< 128 DR L LT A & 3R, e x@Se LTh, —#il
NRHELL Z O BIEAE N T 2 T, R OB 222 L0EEZLND
- DFEE

FHRR— ABIH [ THDbl2DT »F 4+ AHHK (Genasense” ) & H A A Al O dacarbazine
(DTIC) OUEHBHEDATIVEDTERAS, BUE, £k 8 THEIRRE L LTIirbR T s, BitTh
A7l RE R BB T, 4512, LDH 25EH b L QL VWERISH BN S C B bhicon, BHEDE
MBS R T, 4512, LDH 251155 IR 0> 0.8 R 0L 1 o3 %8 A T DTIC & Genasense” & Ot A,
DTIC Bt LEN TV D2 2O A rhhTn g,

Mosr FEmsE L LT, Raf-1 B33 Td B sorafenib A5 H 2 ALC & 7275 sorafenib & carboplatin+
paclitaxel & O HFHIC X 2 55 A AGRER T carboplatin + paclitaxel #f & Yok U THAF IRl O 4E 1 2 220 T,
BAETIRZFOMBERBR I Ty 5.

F 7~ MUY TR % 4% vascular endothelial growth factor (VEGF) (ZxF 3 2 HifkTd» B bevacizumab .
A B SR Th 2 A 9 7 — I B RDWER S 7z WA TOMAPTELED ST BIRET,
AR E DA EDL AW SN TRV, 0L %0 FEREOHHEASEH SR AvIfRe LT
X5 ) 2D A R SR B B, ML AT/ —= T, BERNIC LD, Fh HtHERRY
NS LD R B Rl R b > T H EE X SN, 4% DNA array analysis & &1l &0
T X DM AR A RIR L 22 1T, 200 FRTE TR T R RIS L BRI T ) 5 Z A
FoSTwh, 2o—FlEL LHLI"J’PH& OIS SRET B AT ) —hH b, TORPEED A
5 ) —w O Cokit THRANDENE RO BIERNS Y. FOME. C-kit THKD tyrosine kinase
OIHFVEFBIMGRRIIZE 9 5 imatinib O 4! WPEAHUL ST WA, SR SO RaTlEFNRE
WA b AT Lo RIS, WAIT, F70 Lo s R R i B YA AR & DR TR ERT
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BiR17 KEDA

W I ERTMERS
[EBRFESE]

R oA, BRI O AA L LT, HEHELA A, BRSNS A, BB oy MR, A
w&wmm#arowf.mm%4ﬂ;bﬁ17%4rt%%fﬁ%LTwé&ﬁﬁ%M%ﬁfFﬁfk
NCCN. UpToDate. NCI1® PDQ 7 &S\ Tg+ 5™

2 ﬁﬁﬁiﬁ'fﬁlﬁﬁb‘fu Cutaneous Squamous Cell Carcinoma
I o

MO BATH Y, EEEOH z‘u‘m‘l i sz’éa“é. MMLM ER—-T VL RBEAD /u ¢ &)

b HAAN ‘ish‘émﬁ}iﬁﬂll'wp/wﬁr"~l>f\/z;tr%ﬂ'!I’e’<-l4'412° TR, WL OTHE. BEEACMMEERES. R
FEHENENL0%NH, KHE54%ThH 5™, EIHEUATIZ, AR BB OB RETHEUL M %125

B Hl eh% e, F7o BUEARAL vl ARG BRAIC £ — LSS, BN Ty 5
Yh=FA, HEEAOBHEICRET LI 0B D,

RIBR 2L M L B W o b 210451 5. ;M;T t filﬂmf") AR & e
BUEMS 2 EMHDE (FI7TE-6). Mg L b'), HISMETEOBER A F L SR T Lo T, wl
WL LR TH D, WRTOR IS EOWER AL, BUS OB AR 235 75 2 HUEA S i g U >
NEIER AL D & X245, 220 ANETIE />#;l-"f’5-'0> DR EN S 2 EdYhhodFaons
DT, U AFHREOBHIIMTIC L S iudAa S Rv. Bl Motley HiE, OV v osEiEREO Y 2y
RS DR BEM DN & LT #38. I GREAN ORI, MBI, ). Ko+
42 2em b, BEPEMEN (I T TR BB, FAH EMoONFE L TREREEHIFT
VA",

Stage () CrmnEEr s T

s "Fll{'('f:”r"‘iliﬁslﬂ 192%. 1 :825%. WM. T4NOMO : 59.3%. any TNIMO : 48%. I @ 10% T
5.
O REAHA
UIbRdn B I AR RIS L 2 AR R E 2 D, Zaidh, YO E LT, fluorouracil (5-FU)

H17H-6. ﬁﬁﬂ]ﬁ@b‘h’ TIRER

PLIMPAE T LY R R L T ]
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YHHZE, imiquimod. YA NIFEENDH .
ORI, I

FEREOS AL, GAEERBERNLZED) A HFEL > THRER4mm O3~ X2 &> THKRT
b, BREOYAIPEOCHTFEHOBAIZ6 mm L EOUREH T TOOR D (F1I78]-5Y. BiEE
RERE, L FHALE L AVEEC, HEHMEMA. BAETHENI L Tid, REREHREE
PEBENL., FOLRUREEIERTE LVENS, SEEEEEA, 2% o HERAL Y, BE
DEBEFEVEHR LSS, HRCEHREETEmT 5.

F17R-4. BRHERLADRESE (VICO)
[T-GFES)

] BERBEOFHmAFOTEE
ERBEEERHEL

| LRRAE

BAREN 2cm LUTDRE
BREN 2cm BBZDH,
BAEN S ZBXDIEE
FERTERE (ald, 8. BEHILEB

FRIB Y > \#i)

IR /B A R B
) /BRI ER B R AL
Ei-UPAL i3 F Y]

M- EREE]
BREBOIMATIEE
WIS
EREBEIDD

Scm AT ODRERS
) WEBTONE

UICC HRESR]
] Tis NG Mo
T1 NO MO
T2 NO MO
13 NO MO
T4 NO Mo
any T N1 MO o
any T anv N M1

F7R-5. BRERSAORFBRICIEET 32U XIHBR™
®URY . SYURY

[ESFRFRR)
gl SIS R R G L 3BT 20 mm KRG’ LSBT 20mm BAE
MBI 10 mm RS | MBIT 10 mm LALE
H 8819 T 6 mm K& HEB T 6 mm LAk
BRROIER GHBes ABHER
& B e =iFts
: ““U)F‘E””?f Hk He - +
EDTAT | — -+
- +
£ - +
Uﬁ@%ﬁﬁ%’—mf’ﬁ%]
AUE [Skakle REEHSEAIL
ST VAR EE - Hio R - +
7 ¢ . - -+
BAE (Cark level) 0L vV Ak
EMEDE S 4 mm &G 4mm bAE
£ DR EZ0D
. baEn. s
F@@JICP BRE:, BREBERE. ® 8, 55 Hgis, Bxm#l, sEa f, P
REE
* 30 adenont acantholytic: & 1213 adenosquamous 1L F L ESY, & 1T desmoplastic type
ol AEmil, BB ASOEL. o, BENEOES BRSO INET .

HEE Breslow &
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BR17 HEDA

© = I

THREED S RINE 5 5. FHAEEE %5 2B EBUSMRELTY. £ HROBRENS
VEHIE LA, RIS IR A AT . LFEREOF IR ERIANTH LA THHT
X GEEBNI A L T LR i, S22 VIR REE L AL TRV 25 2.
ORHN ‘

EREB RS LTRSS R e BIR S W 2 4% ARERANTSH 2.

T I AR BRI ) v SRR T ARBFRRO 1284 ) 9 205 REHREL O
ERRRNLENHABATEHBE TR R, ThETHRESATVWIL VA EZOEYRIE, O
pepleomycin WAl © 86 i, BAIE 61.6% (5CA%H 23%, #5729 38%, anyTNOMO T 68.5%. anyTNIMO
©95%. anyT anyN M1 T 10%). (@ cisplatin & doxorubicin % v & 3 5 AR RS (CA MR - 12 B
4% 58%. (3 cisplatin. 5-FU. bleomycin O ff HIF#: © 2 M em MLEORBIOFRYE 13 0. 24
4%, Se4EEA) 4 Pl @ irinotecan WK 1 33 B, wHEEM 2. B 39.4% URFEH 385% , Y ¥ /5H
W 60%, Mifi#2 33%). (5 cisplatin & T Y & 7Y L OB RATEARYE R BETREEE. S80LRH
BEOBIEO R VAR 32 . BHE 8%, TABWIZME AETHHTTT. BEREICEVERET
HH, CAMEEA L CHOWLRTVS, SRITMBERE LEAA (SCCY ITHI S Tyv b cisplatin & 5-
FUDHHHBEEIC DWW THBETTRE L b .

CA % cisplatin 20~30mg m' H, day1~3
doxorubicin 20~40mg m H, day!
c4~5BEICEYURTY.

- cisplatin & carboplatin (200~400mg m  H, day 1} [Z, doxorubicin % epirubicin (30~60mg H.
day2) (CEBEIBHLUAVE, bAETEBLONTNSD .

irinotecan | 100mg - -m° H, dayl, 8, 15, (221

I BEERT 3~ EEERETL. VECEE 2 BERETDS. InE 1 -ibe LT, B5%
BURT,

[ e e e e

3 ‘ EE&HE@D‘/‘U Basal Cell Carcinoma

BEA D ERME CHAREL, BIEr R TEETHL. ERIIBOTINTH S, HEADKE
BAOEE KD, WIS 73.9%, K8 102%, [ 9.6%THAH™. MR G %, IRIREEE,
ERCHING BRI, BRMEREICRRET A LD 5.

MR LT A A TTE AHBONMHRT 5. KilAALed, PHTEWEOS L IKBEMSHTY
BB A RS (pearly border) (FI1ZE-7). R, METREERLZVEIMWEL LTALSRLT
RS DL (EEE). HAAEROIZE A LIZROZ T 50 TGO WE GOSN
BLLTALNLIENSHD., BHIIEF—EAIEC—DNLHATH L. BN RAT I, Pt KA
MB AR, %3N/ NER, eI, BIRFUR, BRI IR, ©H 2", JEICHATA L
HEIBEEA T2 LR TENGO T, $XTOENIIOWTH T OM G AT 179 LB R, 2L,
FETF LR, R AR BUSSeE Lol o v T, SO RE NS 72512 CT. MRL &Y
WLa—MEXLTITEVH L.

_Stage (F5HA) &ia@ifik

UICC @ THIEHMA] OFmEBAEH T LA >Twd, L L, AERERSLBEHEIBROTINT
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£176-7. BEHIRNLGA (B8R

a%étab BUEORHM AR I v, BREEAERTH B, 30 DiHHE IR, Bl WA
M7 1) DA EICBIINEA Y 2w E G SR Tv A, 2em BUFOBIRBIE 3w JURHTRA A K2
BT, 4~5mm OMEEE UL, #95% DB THEORFIZAVE Sb. —J 2em 8L EOlEE:
RS TR, S B MRBEREDH. B BORUGEA L oM A 7 BT MO UBRIEMZIL D,
5~10 mm ML TYRT A2 05D, BV sealiR s KNS S L. BRI RITIE. 356K
e — Y RET LI ENSH L. BKRTIE, MRS 350 B IS TRAT F B A L 2 A5 T-#f & 475 Mohs
WA LT WA, FRATHEER G FISIE, 50~60 Gy O RAHIN LA DAL TV B (L kAN
Lo T ENTH B AN PO L T cisplatin & doxorubicin @ NI T\ ERPRARS
Tud (LY A AHBANA A CAREE W U™, WERAGEZ BUE BT R L Tl ik e S L
Th L,

4 ?LE&“\O‘)I v l"% Extramammary Paget’s Disease

SRS OYERETR, R TR, Ix J &0 &LLVJL ’I '5“/3!! f) ATHD. 9L & HRIC
L7z 45T iR 216~274 B 72124 ﬁk NWTWD™. O BEEE ORISR o v G G
BLEFS0%MERD

(ZE A LA E Z 0PI 5 (FI7E-8). WL OB T, B0 G0 K
RREI S EDH D, BT HERNDTHLL, - PR LTS, REOFBIRHE . e &
F VKR E LTHENEIN TV S I AP0 A, BBOMATEHAILE MK 5 2 HHImCE
B i) i b, T, BRI L WIS T A2 2 B L 0T, WL LT F ey 7T h
BEPL M SRS LMD A A L Tu D 8 (nid, BB AT A AT 0% & e - TN I T 2 Tv %
GAHL STy NS T JPNFHSES EERE T A, I EEC oW TIRAIRII N E A
<TH., 'k ’f"f‘llﬁ#"‘ﬁ“ﬂﬂl&?b‘%’)7‘)% SEHHL NV FRLEOEMICENY A TR 00

(CK20) & 3 GCDFP15 B IZ & & S e (oA I TH Y. FLussb/ sy = v MRS AIIC CK20 B
GCDFP15 bfh. 28 = v FBL%IE CK20 Bk, (;CDPPlSl BT B, BRUMIHO PR KBS T <A (8
S RSENE C MESEINA O U v R R D LK) AR w BTSSR T A WRBAIITIE Y R
Wik CT LMo il X s via e, i) L"Cilﬁlm‘ CEAfiD 'Y AEDSENL Z ENH LD T, ﬁﬁ
IS0 2 DT L CEA A > T <.
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| B17M-8. ABESN Yz v MR (R
SRR ARE,

Stage (RH) SaESE D -

A IZ A OB KL v, hA M ERECRAN SR TE L (F17&KR-0™". LaL, ®i
FW SR MO EEL RN TFTHLEMELTEY, SBRUEGTHLE» S LAnw™,

FRHEAEARE D, 5L, SRR E R B A L W OMTE Y SEICERY D A &1 T
BISA A, 4 R SIS LM E TTHIULTM O 5 L FHEIL 100% & RIFTH 595,
2L IR A DT 135% E MG SN TV ALY, BEO Y ¥ 3EICERI S B A TAERIC
WTHE RS ETHE". Yk — T vk, SO AR R AT 72 9% mapping biopsy THM:
EHE SN lem RIEOYR~—Y v L L, FOMOBERAHF L MBEIC >0 3em BED < —
Yy kT HIEAMEIND REIEEO AR STu R v, FHARRO BTN Y 2
MBI T OBMEHMNE LR L TCoEREH S

H175R-6. %E%/\jl v Hﬁ(f)ﬁ@ﬁﬁ (k@%)

gy

Uﬁﬁ%‘*ﬁ] e
AR {T1 NO MO
!,Bﬁg T2 NO MO
CHEEY T3 NO Mo
MBI T4 NOOMO, any TNTMO
IVEE " Jany T N2 MO, any Tany NMI
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FRASHIE T & 2 VB BRI U I EREAT DN A%, EOFRIEC DV TR L Tl
V. LSS ARRSAHOC O R TE LR AR Z BT LEFATHVAZ LS. ThIT B
T3 etoposide, docetaxel % &A%, $#FF T2 fluorouracil + mitomycin C, carboplatin + fluorouracil + leucovorin, - epirt:
bicin + mitomycin C + vincristine + carboplatin @ % v 1% cisplatin + fluorouracil. cisplatin (#&/#&) -+ fluoroura
L EOHASDETHIED T HERLEENHBE SN L OREN D LY. FHEEI AT 1L FECOMS
ik, BB etoposide X docetaxel D BLFI% 5 R R FP MRS 2 A0 b Lt v,

FECOM EEi&™ epirubicin 40 mg - m¢/H, day1
vincristine 0.7 mg. m‘/ ., day ]
mitomycin C  3.5mg. m*/H, day)

carboplatin 300 mg- m?/H, day?2

fluorouracil 350 mg- m'/H, day2~6

{EFB FP BOE™ | cisplatin 5~10mg- body B, day 1~5

fluorouracit 600mg ‘'m:'H, (8BBMIT ), day1~5
S3~ 6 BEBICRUET (BHEEME LSRN

5 X)b)bﬁ"ﬂ]ﬂﬂb‘ Merkel CeIICarcinma
BN .

FNAEETH), SHBFOMMICHREL, EHERT PRINCHEET AR EOEMCR PHEE LTE
¥ 51D, neuroendocrine MRk % b % (primary cutaneous neurcendocrine tumor .’ carcinoma), Ji/NRE 5
AT

_
B AN NS A O B A & ST B - D IBE O R & AR CKR20, 1 b T FY

(CK7). thyroid transcription factor 1 (TTF1) Hifdiz & % st ® 415, CK20 A Fth T CK7 & TTFL 4%

WTHIUT ALy VAN A (F17E-9 ThoH. EEFEDRZEHTIZ, BWIEHCT 21757,

&176-9. XuaLdianih (B LIRER)

Stage (JKHA) LBRAE

£, Sloan-Kettering Cancer Center A S &7, 1 @ BSEHROA (La: A 2om ki, Ib: B
AfE2em M b)), 008y o 3@ilid ., Mkt L, I g v /S ligiRe A oEs. 2RE
B ORIV SRT AL LA L, 2005 MM Allen 512k > T, HAEHRE AL
SR Bk lan I GAEAAHEBI%) 12, Ib% D (67%) . T&MW (52%) I, M%xW (11% -
CHERAL (BURD. '
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FI7R-7. ATIVERADADIRIESE (AJCC £ 6lR)

BaMEA 2 FEHT, U B LIAEREBUADEGRE HHdh
BaEA 2an LAET, U BMEAIERBE AN R E FEDILN
PR /BN oh, BREEEHEN

iRz

RETIHCRWBIIRMERTA PS4 L O 28T 25, KIEOPRR~— ¥ ¥ LW HRRGHREEIC
OWTIX B EE R ERAH LT Fh, FEHRBMREEOF ROV T L SRR ETH L.
@mH1, T (Allen SOFRESE)

TR A HINT S, L F R0 YRR (SNB) 120w TiE, BEOFT A FS 4 vh5 BN
I, TICHL T S & 2330 TW5S, Allen S1E, FHIRESER SNB %17 » THEEN LD - 8GO0
A8 HIZ 11%. FBI5R° SNB 2 17 b3 I0H M A A HO IR 4% Tho 7o EJE L T D, WDKK
SHEAHEE DA M2 TIEE LT hunadt, NCON I, o F32 0 Y28 (SN) IR ITR
HEERARO A 2 BO TV 5, AL, BREN2ecm UTOANOBEET 494 ~v—3 v Tl
DENTWIUE, BT HLALTLLVwE LTS,

L2 e

RIS A HAUE, AT TR 2175, HiEoRITBIEEO I >V TIEmE L
TwiawvA, NCOCN TETTHTWwA, T2, SNIZBIT 2 EBOFMARERGBOATHYE, HE TK
TOWHIE, WFEE2ITHFICHERREOAT IV ERRT VWS, HERSHEEOEG E LTIE, 44

AH52 em B L, BIBRWOR 2SEED i< — Yo b IREERBES 0. BE YD P S S Y A
AR AT E v & &, ERERRENHIT LN TV DT Wb EREIi >V T, RO

BU vt BARMENH L & HREFITIEINRLFRET EETRETH Y, R /i
BoORWELSZ bR EBR STV —#ISIE, csplatin (# %\ {d carboplatin) + etoposide
e EDOMIANEIAS AN G SN DL FHEA B I NS, 2720, R PREIEGTFRICEER S 2
HEWH MG ST v, Allen HiE, SN IR VIO 5 GAEFERIE 7% THLNT, =
OFCHT DR HRALTAELRTTO SN AV E BTN S,
OFHEN

MF AL L, IR A H UL BREL R B A 179 A% BUEN 2RI STy iw,
R TR ASHR AN L7282 3 5% SNV E RO ERIZH S LA TH 5. 2L 0%k
R HMN E 2 5.

| B 2L
Qg7 v Ny MEE

TV a8y PREOARMC T — LR £725 v =X} 5 Y 7h S HE— prospective
study ASH T X T WA, £ carboplatin & etoposide & BFHT L 72985 T HIAABE (53 BI) o513
historic control & Il L TH MDD LR Ad 7" L L. SREOFKY » 1 Wifks, My,
MAEBI TR P E B 2 BT RETHLEDIF AN — A F U hiH b7
O AR THEDEITH A LEBEDAICH T D LEEE

BEOL YA CRAYTH LD, BHiASESAOL D A 2Mibis 2 EA% W, cisplatin (35 id
carboplatin) & etoposide DRLA T HE (PE) 2% 3T b, HEERESS 2 HHHERA4EODH
LTI, carboplatin DI AL R THDE. EBLLDT T FFHRMFENTODNIEILERBEA bR T
WhEWLOTAWITEH B, cyclophosphamide, doxorubicin, vincristine ff Hi###: (CAV) & LASTIZ @A &,
FAHEIE5T%, 75% % &L DN A H L5 EAEHHRI Uil 9 4 JT & BV, Retrospective case series
DN TIE. PE & CAV ORMHFIEN Lo 2 LM SN TV DY, 4B, NCON Tl v FI 1
v & L Tidirinotecan. % ¥4 ~%. gemcitabine. nogitecan (Fi#i#7). doxorubicin CFRMfITIZHN L %4
W) B ERBITSRTH L
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L swoRee. - |

LFEFEEZ T BHAT ) —IHEPABEIRON T L0, ANEOFEIHETHS. HROR
IOV TIE, AR ATHERIFA L EOMESOR Y LEFA, BNV = v MEIRALPA. £
LA VRIRLATA AN AT A OF LB 2 L TR IR E AT T il bbb fibhs
B 2L BB AL, HARMSATHV STV S cisplatin % X — 212 L7 Ab#Rik & Bk L g
A & B i3 gefitinib, FLES/$Y x v FREIZIZ, HERZ. neu OB EH A3 1L trastuzumab, LA b0
S HEAARERB L T tamoxifen R 7 O v ¥ —PIHERSH L WG LH-RH 7 = 2 bR EHHRAICE
b Litmun™

3

(FE 2, HEEHS

Chmattoxes )

[(BReE (X5/—7)]

- lstline, BLURERIA 2ndline DETEE

m
8%, sentinel lymph node mapping 3}
B o NERENA, WUIBRABEDIRSE GBI R A L L IRV ki
ELEAND B RIN T

TFEDOEER ADDUMIERE
9 (1} dacarbazine (DTIC} © 1,000mg m iv £ L <IF. 200mg m™ H iv, day 1~5 (21 EHBIZFHRY .
3TADNDHEDRHE)
(2} Dartmouth regimen
dacarbazine 220mg m, day 13, 29~ 31
cisplatin 25 mg m, day 1~3, 2931
carmustine 150 mg m . day |
tamoxifen  20mg (1 E] 2 @1, WAAAANSSORE 3 BarofBl., aepldmirifiio
BHEBARIOAVRUBRES O
eEEEITARTER, BRI
(3t carboplatin + paclitaxel regimen
carboplatin AUC 6. day 1
paclitaxel 225 mg m', day |
BEBBILAREEUEL, 23T 0N BIOEREFEHE)

(BRI A

tstline, HIXURENA Indline DBHGE LA

ff 3 MI A

| R E B LT OEFEHEDIES ISR aA
BEee| v AR L/ NERERE 22)
CH BELDTOETEIEDIGS MR RL A

‘ FAIGH O FaR2UNLER A SMIBEOMA. UREIRICENE T 2)
5 D asplatin 20~ 30mg m Fl. day 13 32)

doxorubicin 200-40mg m  Ei. day i

4--5 BEB(IE R

cisplatin % carboplatin 200~ 400mg m B, day 1 {2, doxorubicin % epirubicin (30-60mg £, day 2)

WCEETHL A LEDAETHOSNT NS,

Ciinotecan 100 mg  m 4, dav 1. 8,

A

winotecan

3

Do IR L DL ELTT R RETY.
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(BEMERNA]
REEOMR

istline, BLURKMH Indline DiBEmAE L X

ATERDE. H P DA E LT luorowacll 85, A NSEA, imiquimod

doxorubicin 20~40mg m El. day 1
45 B
cisplatin % carboplatin 1200 ~400mg m  H. day 1}, doxorubicin % epirubicin (30 ~60mg |36

Lifed

H, davy2! ICEETHL DAV ELEDAETERL RTINS,

IR DA 22
SR A B FoA 8 LT Faedibsia & URBIEICLUE FH 2
CAfd cisplatin 20~30mg m F, day 1~ 3 32

(ALESINY T v M)

ENBROD

Istline, BEURKRNL ndline DEBAE - LA

FECOM .4 ¢ epiubicin AOmg m H, dayt
vincristine 07mg m Fl dayl
mitomydnC 35mg m [ day 1
carboplatin -~ 300mg m Bl day2
fluorouracil 350mg m Ll dav2 6
SN PR Ccsplatin 5 10my body B, day -5 45
fluorouracit 60Gmg m [, (9 HF j
I~ BB Y GEINE B S LI

il 22
LIRS »
FEDONER AL O UOIINBRELA 44

SREE LT day 15

[(XiLTiLtiianil

TR &R R AR O i
SEEIIDIRD A, 12
NI DLWTIBAT &,

1stline, HIUNKNA 2ndline DERSE L X D

B2/ 2am LFOPRTHRIZEU ENTLD L

A B ATTRALIRSE, FIEU L ET

I
Sisiniazh

H0mg m dayi 3

A3 R

REBAT /NERFUE S s a6
BEERAL DI TEON SRR AL S IImEDHH 24 06
PE &K cisplatin 80 mg m vday 1 a7
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Malignant Melanoma

Toshiaki Saida

> Incidence of malignant melanoma and propor-
tions of its subtypes are markedly different
among races. This is mainly due to extremely
higher incidence of melanoma affecting trunk
and non-acral extremities in white populations.

» Acral melanoma is the most prevalent subtype
in non-white populations and melanoma of
this type shows unique morphological and
genetic characteristics.

» Most malignant melanomas can be detected in
early, curable stages, if we apply valid clinical
and dermoscopic criteria for the diagnosis.

» Clinical guidelines for the management of
cutaneous melanomas have been proposed in
several countries, and we can obtain the latest
information about the management via the
Internet.

> Narrow surgical margins have been estab-
lished in excising the primary lesions of mela-
noma. Particularly, melanoma in situ can be
cured by simple excision with 3-5 mm free
margin. Sentinel lymph node biopsy is becom-
ing a standard procedure, instead of the elec-
tive lymph node dissection.
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> Melanoma is resistant to chemotherapy and
radiotherapy, and effective therapies for
patients with advanced melanoma are yet to be
established.

> Recent clinical and basic studies of melanoma
have revealed dozens of innovative findings in
various fields, which will contribute to estab-
lish revolutionary diagnostic and therapeutic
modalities in the future.

11.2.1 Epidemiology, Etiology
and Pathogenesis

Malignant melanoma is a malignant neoplasm of mel-
anocytes, which have the potential for melanin produc-
tion, and thus, most melanomas are recognized as a
brownish black lesion. There is big difference in inci-
dence of malignant melanoma among races: number of
new patients/100,000 persons/year is about 10-20 in
white persons, less than one in black persons, and about
two in Japanese. This difference is mainly due to the
occurrence of a large number of melanomas affecting
trunk and non-acral extremities in white persons.
Epidemiological data indicate that intermittent, intense
exposure to ultraviolet light is the most important etio-
logic factor of malignant melanoma in fair-skin persons
[22]. Relationship between risk of melanoma develop-
ment and melanin content in the skin evokes much scien-
tific interest. In all races, melanin in the skin is mixed
melanin, namely, mixture of eumelanin and pheomela-
nin. Previously, some investigators reported that skin of
white persons contains large amount of pheomelanin
compared with that of non-whites. and pheomelanin has
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adverse effect on skin when exposed to ultraviolet light
[27]. However, recent study has revealed that the skin
color is determined only by the amount of eumelain [30].
Thus, lower eumelanin content in the skin could be the
main causal factor of cutaneous melanoma in white per-
sons. In addition, particular mutations in melanocortin-1
receptor (MCIR) gene have been revealed to be a major
risk factor of melanoma development [52]. The risk
seems to be independent of the melanin types [32].

The most prevalent site of melanomas in black
persons is acral skin such as soles,, palms, and nail-
apparata. In Japanese, about 30% of all melanomas
occur on the sole. It was reported that the absolute inci-
dence of melanoma on acral skin is almost same among
races [065]. Acral volar skin is hypopigmented even in
black persons. This hypopigmentation could be a cause
of the predilection of melanoma in acral volar skin.
Reasons for the hypopigmentation in acral volar skin are
yet to be clarified. Yamaguchi et al. have reported that
the hypopigmentation of volar skin is due to inhibition
of melanocyte through mesenchymal-epithelial interac-
tions via increased dickkopf-1 derived from the dermal
fibroblast of acral skin [70, 71]. Dickkopf-1 is an inhibi-
tor of the Wnt signaling pathway. Our recent studies
suggest that, in volar skin, endothelin- [(ET-1)/stem cell
factor(SCF)/receptor-linkages are significantly down
regulated, which will be responsible for the hypopig-
mentation [27]. Further studies are necessary to deter-
mine the precise mechanism of hypopigmentation in
acra] volar skin. In addition to the hypopigmentation,
mechanical trauma could be another major factor for
melanoma predilection to acral volar skin. The soles are
far more frequently affected by this neoplasm than the
palms, and the thumb is the most prevalent site of nail
apparatus melanomas among all digits [29]. These data
indicate that mechanical trauma plays an important role
in the induction of melanoma in acral skin. Acral mel-
anocytes may be more vulnerable to mechanical trauma
because of melanin precursors contained in their cyto-
plasm [43].

11.2.2 Classification and Diagnosis

11.2.2.1 Classification

Clark et al. classified malignant melanoma into the fol-
lowing four subtypes by the clinical and histopathologic

characteristics; superficial spreading melanoma (SSM),
lentigo maligna melanoma (LMM), acral lentiginous
melanoma (ALM), and nodular melanoma (NM) [13].
Characteristic histopathologic features of each subtype
are detected in the growth component along the epider-
mis surrounding the invasive component into the der-
mis; the former component is called the radial growth
phase (RGP) and the latter is the vertical growth phase
(VGP). According to Clark et al., each subtype of mela-
noma is distinctive not only morphologically but also
biologically [ 14]. They insisted that the VGP had poten-
tial for developing metastasis but there was no risk of
developing metastasis in the RGP. The prognosis of NM
developing as the VGP from the beginning was reported
to be worst, LMM was least aggressive, and SSM and
ALM were intermediate biologically. Later, however, it
was reported that prognosis was not significantly differ-
ent among Clark’s subtypes if stratified by tumor thick-
ness [36]. Moreover, malignant melanomas showing
ambiguous histopathologic features among the four
subtypes are not rare. Ackerman criticized the validity
of the Clark’s classification and proposed the unifying
concept of malignant melanoma [2].

More recently, Bastian’s group proposed a new clas-
sification system of malignant melanoma [16]. Based
on the anatomical sites and the degrees of sun-damages
to skin, they classified malignant melanomas into the
following four types: (1) melanomas occurring on skin
without histopathologic signs of chronic sun-induced
damage (non-CSD melanomas), (2) melanoma occur-
ring on skin showing chronic sun-induced damage,
which is histopathologically evidenced by definite solar
elastosis (CSD melanomas), (3) melanomas occurring
on acral skin hardly exposed to sunlight (soles, palms,
and nail bed) (acral melanomas), and (4) melanomas
occurring on mucosal membranes (mucosal melano-
mas). Non-CSD melanomas roughly correspond to
SSM in Clark’s classification, CSD melanomas to len-
tigo maligna melanomas (LMM), and acral melanomas
to ALM. Very importantly, the four types of melanomas
defined by Bastian’s group exhibit distinct sets of
genetic alterations, suggesting that this classification
reflects essential differences in molecular pathogenesis.
B-RAF (v-raf murine sarcoma viral oncogene homolog
B 1)orN-RAS (neuroblastoma v-ras oncogene homolog)
mutations are very common in non-CSD melanomas,
but mutation rates of these genes are low in the other
three types. Moreover, acral melanoma is characterized
by amplification of a variety of genes including cyclin
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