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Langerhans Cell Histiocytosis: Clinical Course and Prognosis of 117 Cases and Radiological
Features of Cranial Bone Lesions
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Langerhans cell histiocytosis (LCH) is a rare disease characterized by various clinical presentations. There-
fore, the analysis of long-term observations in a single institution is valuable. We performed a retrospective re-
view of 117 LCH cases who received medical care at the National Children’s Hospital between 1966 and 2012.

The median age of onset was 1.7 years (range; 0 days to 19 years). Multi-system (MS) LCH cases involving
risk organs (RO), i.e. liver, spleen, lung or bone marrow, were younger than those without RO involvement (0.6 vs
1.7 years: p<0.01).

Eleven MS patients died. The b-year probability of survival was significantly differed depending on the pres-
ence or absence of RO involvement; 98.8% (95% CI: 96.4-100%) vs 62.5% (95% CI: 44.1-80.9%: p<0.001). Reactiva-
tion occurred in 40.5% cases. Serious permanent consequences such as diabetes insipidus and neurodegenerative
cerebellar lesions were observed in 22 and 8 cases, respectively.

Punched out lesions of the cranial bone are characteristic of LCH. Our study indicated that location and mar-
ginal sclerosis were helpful in distinguishing other similar lesions from LCH.

To improve curability and prevent reactivation and permanent consequences, early definitive diagnosis and
optimal therapeutic strategies need to be determined prospectively.

Key Words: Langerhans cell histiocytosis (LCH), osteolytic lesion, risk organ, diabetes insipidus, CNS-
neurodegenerative-LCH
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i, TSNy AR E FkOEE % b2 LCH
MifaoXEFE L FH O SSEEMREIC LD, KER
BRIILDLTE3F ST RIMCHE ISR A
RKE2ETHRETH D, FROFAFEIL, MRT
/MR 100 5 IS BT 5 PIAREEY, HARTIZHEM
BABIFEEE & R S 5 0%, BIRAVEL R AV EE D A
TEEIN TV LENDIZDIEIPCHERELET S
LBEbNA.

LCH O¥%H & L Cid, 1990 44012 LCH #iffaod 7
O—FVRBEAGEH S, BEEEREBEEZ LN
TWh, —HTRBRALPORERHREICLLK
IHEDORE L THHMRIBE CRINTEY, b
W5 BA LERLZLIRBEMSE LTERVER
BNTVAE",

WFITIIFREIZIS U T Letterer-Siwe %, Hand-
Schiiller-Christian %, FEREkMERZFME, £ LT His-
tiocytosis X & FEEN =A%, HIEE—HLTLCH &
mahas.

INREBTIED 5 A, 1980 R4 5 DIEHETFE
DERICEY, TOERLBRERTFRICHEET S
HF2SREICHO LR Y, REBIZIG U IRRERE
PRE SN Tw5, fE, EEMREOS{LEEhEIZ3
% BRAF BIZFERR S E S ERREEY A b
A VT ARSI LEINTBY, WRHEH, 3
SIIEF 7 RIBHRIEORBEAN LR T H 2 L DI
=y (R

LaL, REQERIZEKAL LTARHATHY, B
KRBT DBV CHFETH—HT, LRSS
AR 2 & CIREHEICET L bR LT
ETHFBRARLBELD . RS, VAZEHRLEE
ZEINDHF, M, W, BH~NORBEOFEIE, THR
WCRECHET B

ZOMOBEIIB VT, EMTFRIIETFTH 5725
BREE L, SESEFLRBPGHESLALATY
A0 L LIZ, HEMRE (central nervous system :
CNS) VR Z#fr L SNAHEmEEREEER, HEF
BEBOUBEERED D HIEFIOWTIE, RAREZ
BT HYRINEL, FLRODFEHNEEHETD
% AT M o oK MO E %R ZE (CNS
neurodegenerative disease : CNS-ND) DZEJE & @
BEARIE STV B, 20720, #Y) 72 IHHEER
EEH 7+ 0—7 v SHREETH 5.

LCHZEOKRE LMBEBRE LT, HEDHICES
FCIRMBZ2ETH2EANS N EBEIT LN
%7 JERDE R CHLOFR B BGE & RS <
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ER DB LB LIZ LIRSS, LCH OZH
WIERREER DT, BEERAESERELRE 2R
0. F0izd, BETROFMEMA I LICLD,
B & OB ZASICL, BSOS TRE L &
BORTHRL, BEIL > TRELRBEEERL D 5.

INHEERELT, /MELCH DERRE & &M
Tk, BIUHGHRORHEZIVALHIEL, B
HoOBYRERAA LR 7+ 0 -7y 7OEENR
ERTIEZANIC, DHPETRDSE S DEM LK
BLAHHRELT, 2oBEHEINARLCHOS
e RIS O W TR RN 217 o 7-.

HEHLVFE

BAZX LA 1966 470> & 2002 42 F TIZIH - EZ/
BEkE®, 722003 05 20124 6 ABREE T
EV B ERMEL Y ¥ —%2%% L, LCH DFRAT
BRI NBEITDNIIEROS b, €H Y F4E
= VBEBRN L NTRIZRE L, Bk W
BETR, WEERE R O SEROBRIRE, £4ER F
PR B APHE R LI oW THRET L 7.

A3 B — RS A! (single system, SSH!) F 721k
ZIEARR (multi system, MS &) 12400, SS B A,
Bl H5VIEEDOHE—IFE (single site, SS-s#l) D
EA, BOSHERE (multisite, SS-mA) IZH5HL
7z. —H, MSEIZDOWTIE, Y R 7 BE~DRED
BEICIDHEL.

SRR T, HERPlOH2SH, BARZREE
ELCHEMAB L CLCHICEML-HEFRZ 2
L7z R BOETEGENEL, ThbDORBORE
REH E AR RET L7

WMEFFMMI L U Tid, WA ORIEFRICBLT
% 2 B o Bk #1 12 1E Mann-Whitney U rank test
ZRHVz AR, BREB X CRBESERICD
WCTIRLCHOBZWAZBEHMORBHEL LT
Kaplan-Meier #:# AW CTHEH L, FEEREICE
Log-Rank test & i\ CTAT L 72, HEKED p<
0.05 & L7z

wOR

1. LCH fEBI DERREVAFE

4117 B DFREL B & IR % Table 112
AT, WENE SS-s BIDMiHZEAH 1 B, SS-s BIKZRE 7
B, SS-s Bl 23 BIDIID, ZHEWED SS-m Al 17
Bl, MSEI69 BITH o7z, TDIH, VAV BERER
i 27 BlCRD b7z,

PEBNE S 65 B, 252 B, FIEFEIG P IE LT
WMTHY, 19WBEOM LCHL Bl Zbr< &, A%O0
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Table 1 Clinical characteristics and prognosis of 117 LCH patients

Age at onset Time from onset of Observation period

Subtype n  Male : Female of LCH LCH symptoms to (median) Death Reactivation CDI CNS-ND
(median) diagnosis (median)
Lung 1 1:0 190y 91y 171y 0 1 1 0
Single- . . 0109y 144.1 mo 25 mo-160 y
system  Skin 7 3:4 04'y) (L6 mo) (36 y) 0 0 o0
SS-s R
Unifocal . 03140y 0.3 mo-26 y 36 mo-152 y
bone 23 12:11 45y (2.0 mo) 657y 0 2 0 1
Multifocal . 05115y 0.3 mo-1.2y 1.7-231 y
SSm Tyme 17 9:8 ©479) (1.3 mo) 78y) 0 7 2
Multi-System MS 69 40 - 29 0 day-124 y 0 day-6.1 y 03 mo-348 y 11 37 2 5
(*with risk organ) (*27) : (1.ly) (2.1 mo) (b4 y) (*10)
0day9ly
. 0 day-190 y (2.0 mo) 03 mo-348 y
Total 117 65 :52 7y 1 year< : 11 cases 60'y) 11 47 22 8

2 years< : 6 cases

Abbreviations; y: years, mo: month, CDI: central diabetes insipidus, CNS-ND: central nervous system-neurodegenerative disease

Number of cases

35;

| MS

# SS-m Bone
M SS-s Bone
[1SS-s Skin
[0 SS-s Lung

0
10 11 12 13 14 15 16 17 18 19 Age

4 5 6 7 8 9
Fig. 1 Age distribution at first presentation in 117 LCH cases

HOFARD S 140 B TH o 72, REF O FIE L #
SA % Fig LISRT. £ 117 EFD S B, 1EKREA
41 B0 (350%), F 7-33% K o 3L %) 8 4380 #1
(684%) Z 5D T Wiz, —H, 10 MPEICREL
FEBIIZ 11 51 (94%) TH o 72, WEIBIIA S &, SSs
B BB 1 RARBOLRTH 72, BWRED
HDSSsFIB I OSSm AL, FLEISL 0T T
IBIA WERBICB W CHROHE TRO bz, MS
Bl 69 BlicowvTid, 3280 (464%) 1 1 kD

HEBTH ), BEFRHOPRMEIL LR THoL. 2
o2 A7 BHBRBEOERICIVITLE, YA
VIRBEREORVERLTE, VAZEBRERELD
D27 EBICIRS & 06 R TH Y, LY BEFEIVN
XVWEAIZH o772 (p<001).

% A B H @ LCHER O FHE 2 > LCH Z Mk &£
FTCOHMIE, OH~VETHY, BH T TICI
EPLEEFELLZDDOIZ1ILBD Y, 24D 94% % &
BTz (Tablel). TDH 5, 6BITBWIHFEEIC 2
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FEUEZBELTBY, EHICRVWHITIE6IEDS
WIZ9LIFELWIFERTH o 72, 1980 FERD 3B %
B 7= 2 CIHRBMBZ I T h v T,

SROBIEIMIZ, 03 » H~348 4, 60
ETholz. T0Hb, 2FDEBEL 2 ERIX
OBITHY, KD T761% ThHolz.

MS & 69 Blic B 2R B, EICKE, &,
) YREIT, ) AV BERREE DO 27T EFIZEWT
EAFIER 21 B (304%), WfE 18 B (26.1%), Hii 13
Bl (188%), BREERED 5 \VIZH S H % Bk %
BD72b DX 126 (174%) TH o7z, ZOERIZ,
AR LE & b %) MRER, H TR, TR FiRX
B, BRoOBASLOENER BERBEICLSEA
TR HE B e, SRR &2 R 7z. HEN
WEE LT, BRTH FREBMLOMEE RRE
JERE, WRIRE, IRIEEERZ &R hi.

2. Bk

BENCEER L MS B 1 B2k, FEM 2R
PELNZ 116 IO WT, BERNAEZRE L.
AL 116 Bl 101 BlicB W T Tbhiz. —7,
B o156, $4%bbH SSs B 14, SS-s &l K7
56, SSsEOBEEERE6HBIISSmBOE
5 26, MS &l 1 iz T, &F L3Rk Id
Ta8Nhhol. 209 b, SSsEOMIKREHIL,
HRHROABED T FIFRRBOME LR CEAL T
W5, FEIREENHASHC O BREAND
L, ARk, ERERREIEE 2 61, Yk 2 #l,
BR2BTHo7. SSmBDH B, 1 FlIHAR & 5H
BEOLRBRETH o HFEHRBRLA. b9 14
FEEOFRERE, BEPRAEE LD %) ERT
HY, A7uf FEFENZ 1 2 BTOARIT L7z,
Z0%, KEERICH LA T4 FRRES2SHX
BIZAITbNRTBY, HLeBRELBRLTVA.
MS#o 1 lic BT, BRE (EE, KE, hE)
EHEABIDERY) Y HOERICBWTLCH®
BWA R SN, ERRO T T HARERL -

1) b

116 B 101 B, %&b H SSs B FE 2 B, SS-s
RIBRE 176, SSmABLHEEG 1568 L MS#
67 BlC BN TEFLEREfTb NIz, REARL
LT, 1990 ER T Ti, FW7 Vv F=vuarey
YTIGAF V% A~6 HEREH, A P L EY -1
WikRZ #r A479 &9 HE(ESNNRFRE G R) 2
T, EROEBLICHDE, EVTITAF VD
BHRE5RA N MLEFS— VN EEHEOT RSP RSN
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7o 7o, BB LTIE, Y2 uakAT77IF
DIED, TRRY FRFFVIVEY VRSN
1990 4R B P2 50 45 FlT BT, FEKRR
BRICELUCHENPBINEINS X922 Y, SSmH
BLOMSHEIZH LT, FICHRT YF ANV R
MR ERIERFZES (JLSG) @71 b 2 —)UIZHEw
YESGEY, VIV RFY, AMMLFH—}
CVTIGAF YV, 6ANAT T U BHwL R,
70 b a—ViEE LT o 72 b DI, JLSG-96 7% 6 4,
JLSG02 224 BT o 7. ZDMzi, FL k=¥
LTI RF DOARIZ L S Histiocyte Society D
LCH-III 7u + I — Wik Z EIRL, WEBIHbE 7
BIT6» HFE/312 » HEMITL72. —7%, SSs
I FE 16l SS-s BB 7 Bzt L CTid 3~6 AR D
AHE L7

WA, 77 B BV HAREREE CNSHE 2 #B &
Y1740 20 MY EBREOHRE IEL 72
MS # 1 Bzt UCifT L7z, & 72, @ iER s A
BOMSE2HIZBNT, 29 FYEYBIUVS
SEVREREZITo7. 20 1BIIEE5ITHE
ILAgE [ A RS % AT L7z, BBAETR 3 AR 05
L, LCH OBRRBELEBLTVE. TOMDIE
BELT, BREREMLSHTIILA T+ A7 %
A= MRS EBALZ.

2) ARG

ALZEBIC PR L C 14 B B v TR IR 5 28
fibh7:, BEIEFABIZIZISITHY, BHRE
WZxF LT 5~555Gy, THE:M 15~20Gy, MK 10Gy
BETHoT. INLOEFOFIIE, fEIZBW
THRHEPTbN I RICYREANERE & 2o I ER % &
LS, BERITBWTIE 1992 FELIRE, LCH 2R3 B0
BRI IEAT L T e,

3. KR

1) AfFsR

BHNCEER L7 MS B0 1612 116 B2 345
ELTHEEROBN ZITo 7. ETIEMSE D 11
BB WTRD LN, EFEFID 5 4 overall survival
12 90.1% (95%CI : 846~956%) THh o7z, £tkD
I B R IRBRBRE D % WIS T 988% (95%
Cl:964~100%) TH Y, Ay FHL LTIRTFS
ERTHo 2 (Fig.2A). —F, VAZBHREEED
DIERFITIE 625% (95%CI : 441~809%) TH Y
AEEZF Do TEREMVWERTH 72 (p<
0.001).
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Fig. 2 Probability of survival (A), reactivation (B) and cumulative incidence of diabetes
insipidus (C) in LCH patients
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Table 2 Characteristics of deceased LCH patients (1969-1983)

Involved organ or symptoms at LCH diagnosis (after diagnosis)

Time from

Obser-
Age at - onset of .
Case onset of ((;ien- Risk organ LCH to 1‘;*‘“.‘“& Cause of death
LCH €' Skin Bone LN K Others diagnosis €r1o
Liver Spleen Lung BM (month) (month)
1 0 day M + + + + + (+) (+) Thymus, (Intestine, 0 24  Lung involvement*
Tonsils, Pericardium, Multi organ failure
Eyes)
2 13days M + - (+) (Otitis media) 28 0.3  Sepsis
3 34mo M + - (+) Otitis media 12.3 120  Lung involvement*
Hemophagocytic
syndrome
4 36mo M + (+) (+) (+) - +  Otitis media 49 156  Chicken pox
5 38mo F + +  (+) (+) - —  Parotid, (Thymus) 0.5 48  Pneumocystis carinii
pneumonia
6 45mo F + (+) (+) + - 02 16  Lung involvement*
7 68 mo F + + - - - - —  Otitis externa, (CDI) 0.6 228  Sudden death
8 112 mo M + - + + (+) + Edema 1.0 108  Intestinal bleeding
9 1lly F + - () (+) (+) - - 40 48 Lung involvement*
Pneumothorax
10 14y M + - (+) + - (+) — Oral cavity, Parotid, 37 84  Lung involvement*
(CDY) Pneumothorax
11 72y F + - +  (+) (+) (+y - (CDD 115 24  Lung involvement*
Pneumothorax

Abbreviations; mo: months, y: years, LN: lymph nodes, BM: bone marrow, CDI: central diabetes insipidus

*Respiratory failure due to pulmonary LCH.

2) FETH
BB OEEKREGE % Table 2 1278, BT 11 Bliz e
T 1983 4ELIRTICZ T S N- MS BITH - 7. BIEAE

B 1 BIOAR T2ROFERRVTH o722, 1301
ETHHR (EHOH~1L4) Thol. 1HZ2D

ZENBEEDP D, HOHVIIBHREROERPIZY
A7 B EE LD L LIZ R ~OREZ B 7.
FHED S LCH OZWHEE TIZ3 2 AULELT
WHIEBIA 5 Bld o7z, BT, BEMN ARG DT
TIETOMMEIE, 03~228 » H LIREAA SN2,
ZRERESIETH Y, AHTHEISHEL, 9
BITIZ 1EMAICIBT Lz, R E LTiE, 11 Fit
6 BB Tid LCH i E R E & 2o 7.
ZOEPIT, BREEICE AT % 3FICED .

3)

116 Bldh, FEHRIZ 47 B1(405%) TRO LN, T
BRFHOHS TRV IHFILIBT L7 11 5% B
72102 B BT B EBRICOW TN 47572, SS-s
BRI R 7 BII 2B BR 2 CRB L Tnz —7,
SS-s BIEIHZE X 23 Bl 2 B0 (87%) DAIZBWTH
Rz, Zo26xEnENRE, BHEITH
EHD D ILEREITbNDS, 1ES, 3ERICH
DBEICHR L. SSmEREFRIIB VT 17 fld
661 (353%), MSHITid 54 Bt 3541 (64.8%) &

HERICHRE RO, HE B O FHRE% Kaplan-
Meier #:Cr3 (Fig. 2B). MS B Cliftoo i & b
LTHRENEL, SEBBRFEIZTI% (95%CL:
571~849%) TdH -7z (p<0.05).
SSmBILUMSEZELLEREREMIIONT
1990 AR D & O KRR ABRICHE U THEH R
Waehz316E, Zh k) LEToRRO 40 FEHIIC
DWTREFERB O BRI L B L122, FEER
DD SN o7z (p=0315).

R 44 B BT 2 B FREEIZ, LCH Ok

#16 » H~504, HhRME100» HTHY, 14EL
IAHS 27 B (614%) & 5Tz, —F, 34ELL R
WHEICEIOFRE DD B 5WH o7 T2,

DRI OIRER B O ROFRE TOHBIZOWTK
FLALZA BIBVWHITIIISESRD L) ES
FREBL. E72, BEMICh ) EREOFEREYE
FTHBNHA LN FMRERIE S N FR 4
BloH s, 3ELLEE 27 61(613%), ZD9 BEE
O 13FNES L EFERERYEL T2, 72,
ZEWED S JLSG96 /213 021c Xk 570 b a— vk
EATh N2 30 BB WTDH, 14 BICHERE D,
Z09h, 3BT 3 M EFRE KEL T,

4. BRHAEBHE

LCH O#B IS L % o 72BEI & HHEIC D W

—E183—



184

THRET L 72

1) REVE, TEARESVEVRE

FREAJE I 116 FIH 22 B (19.0%) 238D Sz,
MS#E68BIDH B D 20K (294%) DI A, SSs
RER B X LB ERED SSmBOZRZh 1
BIHSRRE R FIE L7z, —H, SSsHOE{E L O
HEBEFRREMICB VT, RAEDRIEIZRD %
Poiz.

FIER & L Cid, LCH ORISR & U CRAVE
THEL TV 268 HbE, LCH OZHKRIZT TIZ
FREBIE 2 580 L T2 flid s plica b iz, —4,
LCH Z Wit (I 7= IR BIE 2 4 U72fEBIE, 22 B
H 1780 (773%) T, ZFAERH X LCH 2 W # 05
A H~106 4 (FPULfE 1.8 4F) LIiEDSH D, RIS
10 4E DL BB 5 IR BARE 2 22 U 72145 2 B3 - 72.
o LCH Z WO RBERERIEL, 4116 Fi
DM T TR CTH o 72 EFED 5 B % B
72111809 b0 17 6 (153%) THh - 72. Kaplan-
Meier #12 & 2 RBEEEFIE, 3ETIE 102% (95%
Cl: 41~163%) Tidd 575, B2 o THET HH)
BH B, 154 Tk 249% (95%CI : 125~
373%) LWIHIRERTHo7 (Fig 20).

TEAFEARIVE Y OREIL, 116 B1F 10 FlIcB
WC, F72, RAVE 226095 96 (409%) 2B
WTRED BN, WIRE LTRERERVE Y 76,
R AVE Y 56, BIBREAVEY 36, MR
TR VE V3FITH ), ENEgesiEs B L.

2) WIRARENRE

CNS-ND 3240 8 RS bz, wEOFEM
1k, MSE 58I, SSmE 24, By D 1FIZIRED
AD SSs BEREFTH 5. £FICBTEF»S
iR#EE, MIBHE(IED CNS U R 7 30 LCHHRED
BEFEDSH Y, T30 TRBEEZEH LTV 8
Bl 5 B1Cix, LCHEREH DS LCH Z Wi
TOMHEIZL » HUATH Y, BERPLITHEBEANAD
fThbhTwi., —7%, ZoMmo 346k, ThFho
AR, 142 H, 29» AOHEZZEL TWwi.

MRI B TiZ, 8BI& HI/MREERE & LI E
FEERD TS, T2, 1 FIICBVWTEEROR
FEREBREL TS, 46T TIT/IERSD
HVITBAMMEEZAELTWS. —F, BHho4
Bicix, B MRIREICBWTEEDHH L7225
INETOLEIAWALPLMBERIIZD TR
Vv, 2D 4610 MRI 55 L5 AR, LCH H
BIGHR7 » A~144ETH o7z, 8B 6 BHlITB VT

Y7 a7 VREERA TS,

3) i
ZOMOEMEEL LT, -2SD U EOEKGE, fi
B, O, HEARE S P LB L L7,
ARERZEH DFefe, A RIBDITD, WHEFLEZETS
HENREE 260, BEERIR, KAMZBELR 2RO
7e. F7o, SURTES, BROMEICLZEEbLNS
EEFEORBA4BICA SN, BASELER D
i, RIRFESREE, SHRROEFSLE,
SEFBIBTHEL 22 HEERERDO TV S,
—%F, BREEZKE L SSm BIEFIZBWT,
LCH OZ Wi o 7THEBICENEY Y EIE (B-
precursorALL) #ZE L72. KB LCH IEEICfH
RAsniAbERERNL, YF5EY, EV2YRF
Y, EVYTIAFY, APPLEFH—1, 62X A
TIT) U THoT.
ZOMDEKRZIERBEESHREL LT, AT0A
RGO KRB EHER, A7 a4 FHERE, 7
N T4 2 v FRIEH 490meg/m? fE % O IEIRELLS
AHE % BRI 72,

5 LCHDOBERES LV LCH LB ZET B 5K
BOEHRMAEICOVT
HEMEERGEZET 5 LCH B X Utho B
BOBERAT ROKH L& RIZOWT, KA OHiRk
THREBR L7 OB SR E D L ICLLTFIORT.

1) LCH DT & 04

AR 72 LCH BWEDHE{R % Fig. 3 1R 7. 8%
WBERKEEE ORI EITT 5720, HHOBE
BIRE DB I T, punched out lesion & Fir &
N5 (Fig. 3-a). BHEOWRERLBEAETREDONS
BFDOBEFALDFHAD N L HTHY, HE
FTIEARENROBEE DOREEIIEN DD L, bev-
elededge L IFIIN L DOEREET S (Fig. 3-
b). BEETARTERIIEEMREZ LR (Fig
3¢, d).

2) LCH LRz E ¥ 55K

(1) Dermoid cyst 7 2 (Fig. 4A)
BIRICHWRT 2 REESETHY, HEEORMEIC
LA, AROBEREET A5 (Fig 4
A-a), WEOBDFIEIELFELED 729, LCH
L OEIIHBNES THS (Fig.4Ab, c). HER
O EDOEMCE o T MRIFIRZI ST ST 4
BEERELZET 5205, EREOEEHRIIZD R,
(2) Infantile hemangioma 3.8 % E (Fig. 4B)
HEFORMICMEREIERINL &, MAEOB
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Fig. 3 Radiological features of Cranial Bone lesions with LCH
Typical punched-out bone lesion. (a) X-ray, (b) CT scan, and T1-weighted MR image with-
out (¢) and with (d) gadolinium-enhancement.

Br 27 5 (Fig. 4B-a). REOEBEE;EEL T,
MR B L PR &M S5 (Fig. 4B-b). &k
ROMEBEN S, EFERETIIEWHRECD
BEEbH7% 9 (Fig. 4B<c). BHEOELD=D, K+
BOIERF) TIEIREERD B OB IR TR L % 72
D5,

(3) Sinus pericranii BHZE B (Fig. 4C)

BRI & @A B OB O M 2 WERR L THEIR
BERRL7-bDTHY, FHEOFIRR AR EERIR~
HHTA ZLEEFRECHY, ZOHTOHEE
BB LT 5 (Fig. 4C-a, b). BREBIER IR L 72
METH A0, EETIEFEHLERDHEL LD L
) (Fig. 4C<).

(4) Pacchionian depression/Arachnoid granula-
tion 7 E AL (Fig. 4D)

FARIA O & % EHEF, BHIASRICHEOERE L L
TEFETOROOLN, 45 ) 7 AR ST+ =0
TIEEN TS, 7 EEERIIERIFNICERS ),
BEHL OSBRI~ S N A E L o TWnd. ZO
7 BRI RT A L, HEFONREZTHELT
EAR SN, FMINCER S 528 SMRIER72 5.

(5) Fibrous dysplasia ###EMERER (Fig. 4E)

THAZBREOEEE & b %) MRS GO
MACLZEHOBRERETHY, BHORAZ
728 A, REMORRKICE Y, EHEREEIRA)FT A
BmRZEDIED, TELPED 5\ id cystic IR HRIE
LEFETIRBEET L. AFITIE, HEHECHED
EEG & o7z (Fig. 4E-a). AMUEILER L, AR
BTV HEE/NL Tz (Fig 4E-Db).

z £

LCH OZWH X OHEFEIZB W T, 1980 41475
SEI R R BB/ SN, Iy ieh
r& L7z DAL-HX83/90 i HAF 78" 21X Lo & LT,
Histiocyte Society 2 & % KE % & ¢ it 89 7% LCH-
I, II, TIIAFZEYY, B X UTHARICBITS 1996 FE42 5
@ JLSG-96, 02 A2 &L o T, BE K DHIRDRS
N, REWZZEDEGHGREVPALNER D) OOH L.
L2L, mMEPLFHOFHET, RHFRIIONT
BWEZABHLZEDLE L, RIS U2 GHERED
AL ENS.

STk % 1%, 1966~2012 D 46 FMITHEER L 72
117 #lo> LCH JER % Xt 812, BRIREER & BIR IO
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A: Dermoid cyst
A l-year-4¢-month-old boy with a cranial mass. X-ray (a) and CT scan (b) (c) showing marginal sclerosis.

B: Infantile hemangioma
A 4-month-old girl with a cranial mass. (a) 3-dimensional CT scan, (b) CT scan, and (c) T1-weighted MR im-
age with gadolinium-enhancement.

C: Sinus pericranii

A 5-year-old boy with swelling and ten-
derness of the scalp. (a) X-ray, (b) CT
scan, and (c) Tl-weighted MR image
with gadolinium-enhancement.

D: Pacchionian depressions, arachnoid e ’
granulations E: Fibrous dysplasia

An X-ray of the 1l-year-old boy without A 6-year-old boy with local pain in the
symptoms. temporal region. (a) X-ray, (b) CT scan.

Fig. 4 Differential diagnosis of osteolytic lesions of the cranial bone
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THRBRIEBIT 21T o 72, BRONERLHM I —#
Ty, REBELTRETH o 7 ER O RER D
5, 8 FETRERLEOMELEIHShE o7

1. EREREVASE

LCH &, HAERDPHLHAE TEDERBICHBNT
DEIET 525, WA X 1) FAELF B D 0 A7 1 IR
B2 ENA 0 °, 8512 MS USRS IRERIC S wWE &
N5 (Table 1, Fig. 1). —7, HABITI, B2 LB
HLAMRER L CHMONTWAD, EEIZIE, M
ANDREBITEREBTHY, €09 HD 2/34IT
HEESRANORE 2R L L&, NNEERBOE
ELZWBROMED H LYY, T/, Tt DEBIC
BT, Weh - RIEWNTORIEZZRD TV WS,
— IR AR O FfE D LCH F4E 1 86%, % Do
RIENREIZ 1% LMESNTBY, HENEERD
MR ENDH DB 5",

LCH ®ZhiicB Vi, BERICEZHEFL Y M
YR CT, MRI %z LOEGZH 2 BFEL e % &
CEFAf LY, BRI BE) 2R EAL A & DORLRR A %
1w, Lt 2 X - T CD1a % Langerin B3 D #
BIROWIZEHT 5%, 2 LT, HWBTEIEL
TR BT D LEND .

LA»L, LCH OBKICESL T TICEMMEET
BIH AT L WD, FD120, BYRIBEMNADITD
NBEZLRIFRFEITLTLE) L LIELIE
BEBEIhs, BERE LT, LCHIZERPIHERT R
PER TRIGERCEMER 2 LMo I RKRE
EEW RN S EHNIES TR LYY, MRE
ThHOMPP» SEIRBIZEITONDBRIZ
LW & DIEHY, MRIR IS Bk 5 SEM NI
MRk e LTHbh, EMZREZENFHCES 2V
WERHBHIEL, LEBBITOLNS.

T4 DIEBNCBNTDH, BIEPLOBHE TIZ14F
DI EREE U ER % 94% 12588072 (Table1). 20
ILEHKF2EDEEELTEBY, SHICRIER
BHCE O 388 LER S BRIz, DTIcELR
FEBI O BRI 2B EFNZET 5. 22 5 KRR
%, PEAZRE L MSRIOERIZ, 45ICE 05
LR, WIS, S0 O0XPHBELA. BERPERED
wEERY, ANEE, BRSO EHHK
2o T/ HEEEEAZZ L LCH L HB L7
BRIk, PRRE, IHERZRH, BEEBNIEE, MR
TREDNRD b7z 11 EBED MS BoERE, R
FASE & A, 13 & IR RRE T 0 720 /hE
BCREL T TV URKBICHZRARICB W
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THRTHER, FTERAEEEBETHELZ. 16
R O EHER R MO BRI HET L. 20Kk 17
REFICHER L Z2EZ I TR BRI B W
TEMRDZEN, H6EDRETLCH LW H
B L7z, 19 BRFSIED SS-s BIBRZEBIL, FFRAEIR O
WP SBERCIRAELAE U MMKICXD
LCH DZMICEL T TICOENTRB L. 208
HETEDOLNIERE D LI 2 MFICLREE %
ZL, LD TRBEBREI BB I N, 125K DH]
SHERNEE DAERIL, IEHRHBER LIRS E LN
ZERIPERRASAA & N720s, ERIRIEE B TARMR
BREMRELEZZ 5Nz 45 ABICYEEZHEA
ZZ L, FEMLOBAMRTLCH L2WidHE L.
N DB & DFREBOREERD 5, Mk LRk
DOMEEPHLNE B E LD, STETLDHE
BNDEFEEEREEVEELE R 5.

ROFEEOBVEREX, BHERMICLELE
BRESIERE % & b %9 A%, LCH DM b B ES, &
guie, R E R EEINICBITOh, Rflo#
W mBEBRPLEL 25", L L, EREICD
WL, HEAREBICEGEER = & b 23712 verte-
braplana” L FHINLFEAET % EL2GEICE,
HRBRAEMRIIBS Tl W, Weitzman 5213, £ D
YR 7 DR EHIBT S A BRI, BEER O
HIERE LS OEELERABIRLRITAZ L&
BLTW5,

2. BE

LCHIZBWTIE, WAL LIAAYY, fEIR, &l
BEICE T, WEFHIKESELR S, BEOWE
RFFEDOBREZ b L2, /NE LCH OERRK 72 458
EWBFETEHNT OV THRABEIC F & DT Table 3 IZ7R
L7zo.

B RanfloREREIcBnTE, IrERE»S
¥y B o) bIZHRIWEE T 5 congenital self-
healing LCH 21 5 LT A%, —#RICHHFI R H
BMbEHIETa Y PO — VR Z L%, Lk
L, B MSHOMMPRERE L THBHREDAD D
Lbh, FEICERBHRNEHEZELTEEL L
BBINEBREND - OEELZET LY.

SSsMEHREDHI L, FRBIZBITLEFEFDOE
FONS BERER, | EOBEHERIL, &< »
LUIFRRERVEREIE L s h, BABRRIHIECTX 3
BaDH B, L L, CNS YR T B ORERE
TR 6 A3 5 BRER RS A3 B O iR M~ 8
ETHAL, WEIRL 20 Cho THRID
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Table 3 Summary of clinical features and therapeutic strategies of pediatric LCH patients*

Median . .. Diabetes
Subtype age Therapy Su?//;val Reac(t;/v)atnon insipidus
(vears) > > (%)
Single system (SS)
Skin-only 0-  Biopsy, observation 100 occasional  occasional
adult topical steroid/tacrolimus (neonates and report report
excision (small isolated nodules) infants may progress
chemotherapy to MS with risk
other organ involvement)
Unifocal bone Curettage, intralesional steroid, observation
Intracranial extension 5 low dose radiation therapy (limited to critical 100 312 3
organs; spinal cord, optic nerve)
biopsy plus chemotherapy
Vertebra plana without observation (can be carefully without a
mass biopsy)
Multifocal bone (SS-m) 2-5  Chemotherapy 100 25 15
nonsteroidal anti-inflammatory drugs
bisphosphonates
Multi system (MS)
with <2 Chemotherapy for 12 month 80 50 30-50
risk organ involvement
(liver/spleen/hematopoietic)
without 4 Chemotherapy for 6-12 month 99 30-50 30-50

risk organ involvement

*Modified from Weitzman S and Egeler RM; 9

BB LB AZET S, b SSs HiZown
T, A TFRIIEIFTDH 525, BIEM~D LCH
B RREFIE DL D H 5700, EERVESR
BIRENIEHPEETH B,

— %12, LCHIZBWTIHLEBENERTH Y,
SSmBBLOMSHEICHT BIHEHEL LTIE, 7L
F=vnary, EVITS5AFy, EVIYAF, X
FRLFH—h, YIFTEY, 6ANITNTY
WL B6~12» AL EEREFPHVL L
BV BRERIER R L D R ) BIREICOW T, BE
MRIEOND EREERII BN CREL, B
O OB B EERREE R T B R E R 5.
HEDPIEL BHELRTEOBTH-TH, AW EH
BEEEOERE X282 FNE, BREBLTY
BRDTELE A ANDS 1~24EFETIEIZD LD
BIRICBET LI ENLED L. Lo, WEL
DR ENBEIREBROERDSHEL 7 5 720K
BLEZLNRTWAY,

F 7o, GRS, BRICIEFRECHKT L
TEEAREEZEA, STITLMMICHEHINTE

7. LaL, DRICHLTIIREEERFVE VR
W ZRPADPEEL 2570, BEIRSLET

LIRS BWTIE, MAOEH LT 251 H
61)2)5).
ZHEWER L 7% LCH I 581 HHEIE

MEOERE LTE, UTOL) ERNEELND
D, BEEBROEBE L Lo TS, 1983 ENLD
DAL-HX83/90 3 X UF Histiocyte Society 12 & 5
1991 £ 5 @ LCHI T, AFRIVWIhd B L2
80% THo7zh, BBRBIIZ MY F2ELMAI%R
H#E%E 12 » AMEAT L 72 DAL-HX83/90 M1 9 25K
WHRERTH o 72", —F, LCHI ©F ¥ ¥ 2L
BT, UV TS AF B LTI MR Y FELH)
DERAEITEFE - BRELDICHL 2 TIE L2
72, 512, 1996 45 D LCHIL ® F ¥ ¥ AL
REOTIE, VAZBEHBES LI NE2RUTO
AR THoTLTFHREIRIFLEVIREREPELR
72, F72, DRSO P RY FERHIEZRAEAD
B ST 2 5mE ol —F, Y RAZES
BHEOD BEFNCBNTIE, BEmIbB L 12 % A
DOERBEHHPLEL L. 72, Tho0RER
ZBWTIE, PRICKECHEETLIRTFLLT, Y
A7 R EOFEMZ, HEEE2S 6 BRI H
DRSBTS EETH L VWAL E o
7299,
HARIZBWTIE, 1996 FE0 5 LCHFERICE S
JLSG-96 eI HIG &N, €V 7V AF ¥, V¥
SV, VRV 575 5 HDWBEIRAS
N BESARBITIE, Y27k 773 F,
FEy VY yAwWL Nz ZORKE MSEICE
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B ELEF A% &) BOROIRE L IR L R
Bk R R,

OO EZ AT A, 2001 4E% 5 D LCHIII
BLUHARIZBIT S JLSG02 TIE, EFERDE SR
A EEEEL, WIhd 12 HOBRFERRE S
hn, WH 6 EEOWBHEANDORIBHEIC & o T, B
W LB omERibs T Io bhi. £h?
NOBKRBBOGRIISHRINLIFETH S5,
BFE LR ERPISRBRENTWS, /2, ThE
TOBRKRMEORRICLY, VR IEEHRL SNz 4
fBER D) B, FRZEICD W TR BEY RILEEEON
B L VEROUEFHFOLND ZEHFMONTE
2. 2O e, izl LCHIV BRI B VT
X, VA7 BERIME 02 IR, R SR
WeERESNDLI L LR,

(b % HiAT L7-3 4 @ 101 FEFC BT 518
WEIZ—RRTIE % <, 6 BM OGRS
BHEIC OV TR ETH 5. L L, MS
BOHFTH, V)V RAZBHEEO L VEF DA 4P
BRHTHo7z. —F, BAIZ 1L BIORTEZREL
7z (Table2). & T 1983 EF THOEFITH Y, B
LED YR SNTERFTERIFHRER EOR T
HEELTWAIEEELSH B, LaL, 10615 X
I BEAFREE LD IAHRTHY, ZDIHH 8kl
EERICIRESETL, 6 B TEROSLTER
Lotz MESHY AZESE»SBRINS EiTv
2, BELEFEHILELEDLNS.

WA, BERBIB X O CNS AT 525 Ky ©
Y OBEREERRTHREVHR ATV S13D, &l
MR EOBBOTRIFREAA LR TWEY, L
L, 79 FYE VX BEEORENH BRI
BAE BHMERKEEHOASHZEOMEDMS
nNThEy, HEMOERIFELND™. &L D, CNS
WRERB X OHEREIERAIOF S Bl Lz 5 KU ¥
Y5 RIToz. WEOL ZAZEELRBWERIZER
DTWHEWHARHNGBEPLELZZI TS, 7
SFIEYBIVPY Y SV REBREICL S sal-
vage B ER CH o CHEENERE L DRI B
BIEPUBIC B W CIE, FEigE B B % 1T
LZFBRIIRIFCTHS.

COXIHIT, LCHIZBT 2R OB RIEGRDOA T
Va—VEHHE, BRHOMAEDLEIIOWTIE, F
PR ENE L, Bz BRI X 5 Rz
Frans.
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3. B#A

LCHIZBWTIE, BARENEBWI EPKELFE
T&H 5. Minkov 527D 360 BIOHEEHIC X 5 &, B
BIIEEIMERENEE LT, ZBBRTE, B
ZAEDEFICBNTHRERBEDLEINE. 0D
%, BERENIRYLTD, 3EL LOEFIZB VT
2HHOBRERED L. FIIE, BEBOFRE A
U, /NBEIRERI O T —#IC BT, AL o
THEWEEZRBEL TV AHBI5EEBREINS. LA L,
YR 7 BERANOHRPBREDRTIZIENTHD,
FRNBDERIBYTHIENEVI EDPD, — &
W ERER L IR, BREREL THEHRD
EALIZEL TIE e E3NTWw5,. 7272, BHRHE
T, RAEZIZ U & T 5N5UWRE R CNS-ND
GEREOLIEIELRMBEGIED Y R 725 &
5720, EBEVLELHESINTVAS.

BADTF=% b, TS LEAROKRTH 7.
—I#ICIX 10 4ELLRICh 720 10 ML EFRE KB L
TWAHERDED LI, BRI TISERBL
B ERER L. ComER, NEHOBRERE
DR 2 BT —RRENIRE L7z, 30REBICRD
HERBZOFRETHRL 2.

A E OB FROBTICB VT, BERANECHIH
R FEFTHDDBIIHEEEZDS, FEERT
DN TIEEREOH S M2 ERRERBEORTS
59, 2L REWICT T b a—ViEEM TbR
THICBVW T BRICHRERD . ChooR
o, BROY R ETFETE L DIC, WENEERDS
SFUBRBOEBRIEDOTLEOLERSHSH &
ol

JLSG96 & 0212 X BIEMFTid, SSmAEZBWT
EFRIIRERIC X 2 BRIMEIRIRIZ R L, BRI
BAZTNLRZTEERINLY. 2020, AR
B 5 R JPLSGLCH-12 V) A 7 BIERRFIEIC B
WTIE, SSmAEDEFEIHIZ6 » HICEmS Nz
A, V7 YAF VHEEBICL HEFMRILTPREASN
%. —7J5, Bkko LCHIV iHEICB W T, BRER
ZHICxT 5 2 4EH L v ) BREIOEEREICOWT
WEEDB R ENEFETH 5.

4. BRER-EBHE

LCHIZBWTIZL, WAL RHRBIIL o TEEE
TR AETENM SN TWS. Fr ORRERE STk
HbEERIEHE % Table 4 \2/8 3%, Histiocyte
Society D#EVIZ L B L, MSE D 71%, F72SS
BUFEBI D 24% 2B WTH, REIN 2 A PHEHTE L
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Table 4 Permanent consequences of LCH

Symptoms and findings of permanent consequences

Central nervous sys- Hypothalamic-pituitary
tem dysfunction

Hypothalamic damage

Neurodegenerative changes

Behavioural and
psychological problems

Diabetes insipidus*, anterior pituitary hormone deficiency®,
growth failure*

Rage attacks, abnormal eating pattern (binge eating, anorexia),
obesity*, temperature instability

Signal changes on MRI (cerebellum®*, basal ganglia*, pons), brain
atrophy

Cognitive dysfunction*, low intelligence quotient*, short-term
memory deficit*, intellectual impairment*, learning difficulty*,
emotional disturbance, anxiety disorder, depression, aggressive
behavior

Bone Fractures*, vertebral collapse*, scoliosis*, asymmetry*, deformity*, tooth loss*, hearing loss*, vi-
sual disturbance*, proptosis*

Skin Scarring*, permanent alopecia*®

Lung Pneumothorax*, pulmonary fibrosis, pulmonary hypertension

Liver Sclerosing cholangitis, liver failure

Secondary malignancy

Hematological malignancies*, solid tumors

Adverse late effects of

treatment cline-induced cardiotoxicity *

Steroid-induced osteonecrosis of the femoral head*, steroid- induced diabetes mellitus*, anthracy-

Abbreviations; *Symptoms experienced in our institution.

HBHEEND YR CNSICEE LA tHES L
T, TEERVEVEEDIEIICH, BRTHE
EZ X HARRFEREE AR IR 2 &1 QOL
(quality of life) ICBb A K E 2 METH 5. KD
WX B &, CNSND B X OFRM - MINEE, B
MOHEEOZ R EDBVHETREBRINL L LT
VBB,

1) RAVE, TEAERNESVE/RE

LCH 2B 2B 2 EHE & L THIRMER A
ERBITONE. KR TIE, 24D 190%, MS
RNZB VT 294% ICIRBEDFRIERZ RO/, Th
i, Bkotmo®s L AKOBVWREHEETH o
7200975 - AR R T #R T # R R 43 13 blood brain bar-
rier DWCHERET A 05, LCHRELZAE LR T
WEEZOHNTWAY, &I, CNS YR EBALE &
NAIRE, EHBE, HEE, L3R EOFWHE,
MS %Y SRl As R R EE R B, BRBIIC DWW
T, RRAEZET LI AIPHFwESIhTW
507 EiRE, EEHRE LD L) TEAEZEOEKR
HOLVERKTEHERZ 2T 2005507, — 4, K
oKD %R &D, RIEZET 5 & MRI-TL 5#
FREFRICB W T TEARIEOBEITHELET 5 47
B TH B,
RHAEAPBIO I B, FERIILCH LZHEh
ZHI, H5HViE, LCH OZRT & R IR HIE & 2E
5. BYO¥HUZ, LCHITHT BIHEMARE,
EREE L0 bIC, BIAEHES UTRRBEZBE

T 57, HERIZBIF B JLSG96/02 GBI TDOEL S
J%%Z5 LCH 348 Bl DEEAT®IZ B\ T, RBIE L 43
BRZH SN, DWEHICT TIRAELY BREL TW/z
B, 558% % 5Tz, —7F, IBEBBHRICH -
2R B E & BE T 5 3, Kaplan-Meier 3% T
74+18% (548), 128+34% (104) THo72. &
Mg, DAL-HX83/90 <> LCH-I, 11 {H#IC & 5%
MO R RERTHY, JLSGHEROE R
WRBENDERE T, SHBESLRLVAZHA
FAT L BBEOTRICE Y, RAESESREOK
ENLEIND.

— T, Vol AEURBEIX, TOBROEHRE
KEkoTdHETAILIZThEshTwaY —F
T, I FNCRBIENWE Lz &3 HIEFIHRE A
BRShAY. LaL, #E0% I, REBEODHR
DK HIBRERER 72 &7 LICERRIERD A TR 3T
5T, HBEEOEKRLTREAZOMNE T 2D
LYEELRBALTWAL Y, FHMlDOERICHESD
5. A, BRROMRREDORIZ, DDAVP Ok
B L O MRI-T1 SFRERIC BT 5 T RAEIEOBEE
BIE %R LR QMG 2 Shiz?. Fx Offs
FRIEE DRI MS BRI FLIRBICBWT S, 3
O EEDO D HIZ, MRITL SHAERICBT
ATERABEOHEEORMEIROOND L HITh
9, E5IZDDAVP HE5FAREL 2o /®. ThbHD
BEIXLVIEBORERD S, BREIBOEEIER LT
BEVEDTD 0, SR OEFI ORI X BT Ao 5.
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REBEEROFIZIE, BERAVE VRPERIVE
VR EDTEANERELZAT IS 7T
2 O MS B 589 B o | EZTI1X, R E 3 141 51
(24%) 12, BERIVE VFUALIE 616 (104%)
RO LN Z06LBID ) B, 57 BlLRAE % §F
BLTBY, RAERBERICEESIVE VY PUAE
ETLHETOHMIE, PRETITEEHELT
W5, —7, BRBHEALVEY, BIRRERVE
v, BREEORVE Y OSWEEIOVWTE, &5
WCBERBBICHTRIELO P D A% nE L
TWwh. B4 dH, REE2HD5 5 9 #1(409%) 12
BWITEANERELZERL, fiRELELL.
ZDEHE, ELQICRBESHAICBNTIE, Y
DOEMMRFMPERELEZONZS.

2) WA RS

LCH OE K% W& 4 & L C CNSND 2351 5
NTw5. HESMICITHEZMIC LCH MR
D 5N, CDS B v sBRDBE R Hiks, MM
Jaisk, FUA—Y AL EDOFREED LY. CNS-
ND O ¥ REIXH & 2 Tix % {, paraneoplastic syn-
drome &3 582 H LY, Z X LCH OBH1 5
BUERIC/MN, B, BEEBk & o MRI B2 K
BICHLMNERY, SHICHERD LHERY E
FHPP ZhnF T, CNSND OFEEHE X LCH 214
D 3~5% RELFESNTEL LI L, F£1EHE
EDEHN % MRIREDEEED R S I, BB
BI7AD—=TTHEITFbNBE L) ko 2R
MRI Z2EMPBRHE SN EBPHEOVWTRERIN TS
0, EBRICE2 %) EWEETCNSND 24 L Tw
DHEED DD, & ITRBED D HRERIZB VT
X, 10T 10% OREERT, H5VIE 7T LIS
WTRABEPICMRIDESEERALNS & T
LHED DB

BERELT yZu7) vikiibolkyssgs
FRRAADLENTVAEYY, L L, BRRiEEE
PLREOTFHEFIIHLATIERL, ETHETHS
72, LCHBEICBIIARRKOMETHH. Ind
TOHED» I, CNS VYR 7 EMOIRE, WAES
BB, BEIC LCH OoE o v b o — VSR % E
Bl BRBIZDOWTIX, CNSND O NA 1) R 7 5Ef]
LEZLNTWBEY,

Fx OHRIZBWTIE, T TCNSNDSHKIZ
BERL72. &ficBnT, CNS Y R 27 #AIC LCH
BREDPFEL, 3HTRAEL AL TV X
72, A SO LCHERME D SILF RS
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TIEHMEZEL T AEFFA LN, BHZHO
EEWRSTREIN. T-EHRECHERE O LCH
BERT»OREEBBRTHLZ L2 b, RENC
b7z BRI MRIFHIZ E S5 2 LAV L 72,

Y77 ViEREERETTW5 6 BICBW T,
INFEFTHOLZAMBERITETETRALTNS
A, FREEME & EE LEEICHEL R 5 LER
b5

LCH DA&GTHRIZIRIFTIEIH 50, EELREIHE
THHRBES HIZIZCNSNDNELH#ETLTLE
)L #B DI, —% b #EW LCH OBl &
WY R EBNADVBERETH L. SHROBKRIIFEOR
FEE LT, LCH ESIOBERR MBI A bAA > -
rEHA VN EED, CNSEPHED Y A 7 HFi#
#t, CNSND O#RefEe, & 512id, #t7% LCH
W, CNSND HIBR# OfFLE L L1120 WTOR
HPLEIND.

3) Zoft

BROERRERZE, MR L, BN
BEIZOoWTiE, REE & HICHRBIAMHESE LTHL
MR BGEDLE . ELI, IEMURICEREL R
BiE L7-5EBITIE, 10 ERICH 3ENCBWTEROR
FERZRD L EME SN TN EY,

LCHIZBW T, LCH BEDHI#D 5 Vi3
LT, AMRPHER ES T ST RERE O
mMoNTWB™, BROEEHTIEI N E TITH 200
BIOMED D B 5, ZDOHEERHRER EFHMIZOW
TRELPHLPTRRL, SHROBENEORE 2
BETHL. FAFIHICBWTLCH BHEICHE
E L2 YA IMAR (B-precursorALL) % &
BRlL7:., ZoiE»icd, EEREREAIES L
TT Y NIHA ) L BLEREERRERL /2.
Zhud, BREBVETREBICNL, RENCHEER
1eh e ENIHERTH - 72,

IO &I, LCH #ER, RIBEZRERALOB
WKETLIS I ST RMESHO» LY, RE7+
0—7 v 7OBREEIREN. NBENCRIE LK
NITE LR O RN 2 2R AR OBl & 4R D
HETHD.

5. EAEMAFEB&KICOVWT

LCH DBHREIZBVWTE, €HDOH L5 BICHE
BEREL) L. PTHEEFIEENEL, H
HEREEEZ GO EOEMICHREET S, LI
HETOMHEEFREGR IR D HEI R RN
A, ZHIE LCH ICHREMZFIRTIE R, 3F&
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TR EMORBTHROONDY. —#IC LCH Tl
BRARCTHLZE L LD bR WREEILEET S
7, GEENZELRETIE, BRERICAZD
FRLELNROEFE L &, BELEBEOBE(L
ThHhHILWRBEINLFRAZED, EHRE %o
72990 72220, LCHIZERBBICE Y S FEF R
BEREL) B7:0, EREDDELEELHERZE
5.

SRFIZE L7 5 DORBIZBWT, MEEIZERIZIE
M EICAETL2 0L LT, 7 EBRBENIETON
5. Z®MIEA, sinus pericranii d IEHHR EIZET S
v ansg, —F, MNROEZEEERE M
FREOMEIZL B L, dermoidcyst 2534 B & &% D
%<, fibrous dysplasia #*5 %I, LCHIZ 3Bl TH >
72. 1 {25 dermoid cyst (3B IF i EOERALIC
HETHIEPLENWEINTERDY, ZOY)—XT
i, B EFERUNOEELSETTEY, i
brous dysplasia d £FIPIEFUNTH 72, 7z,
dermoid cyst X WOV 4 XL 2em LT 28I &
AET, 2IRUTOERN 3/4 % HdTWiz, —k,
fibrous dysplasia % 2cm BLEA% L, &H1555 % EL
ECHobWBELTWD. ZoOMMoRME LT,
dermoid cyst DIREMKIC BV TIX, ERRFELLE
BB -BREONIBICAIYCTERE, TRIR:
EORBOMRE, BREZENRALNSE. ZOWER
DETDE NI L ) MRIDESHEITRL D, &%
WRVPBDONB W LA TH S, F72, sinus
pericranii (2 fE & [FARIC W 13 3FH 2 &R
ReLdhH D, BIRAEREDD B0, FHED
TS, N BETRKESHEAT LH045H ) &
A Es.

FEEZINE, RARIIIIREMERRZ R & 548,
BHOREBORAICIE, EFRROX) RIME L OE
R, IR EEREGWICHT 22 LIk
WITRE A S 5. —F, BELERMERL &
b %) IREEICIE, LCH @3 d BHER R K IR,
WhE, BREEOEERR ST ECERES D&
KT HNEY9Y WIFhH BREALWHISIEETH
B2 s, BRARHT R R T o) K 45 N HE 72 BRI
X, BBWICAEREIT) 2L ERE,» LT RE
ThH5h.

ZDEHIT, WESHICBWTIE, E¥EFTRBE
O BWRRBIZ BT 5 BB 2 BT RSO W T oM
ERLHDOETVLLEND ), HMEHRBWIE DR
7o RENIR & v, EEREIC L &R ORE

ERHOHILICEY, BHOBR L BEMN ADTEE

L BT, BYUEOWRRBIZBIT S BEEITIX, AR

B EOIBENRRE L BETE ZWEEERD 5.
#® =

LCHIZBWTIX, SHLEREREET 720,
MRBMEDHRZ ST, HRE, MR, BIRAF,
H5F, BRL ER, R, Nows, wEs,
BUETREE, WEZWR R L, 2 F T LRBERAD
BEHREB L OKR L OHEENIEETH 5.

LCHIGEDOHE L LTI, @Y REBRMAICL S
RO L, BLUBREOKT, EXGBHA
PHED ELEAZT S5 I CNS V) A 7 A
FABRE &, QOL # B 2ERREMAEMETH 5
PREARE, T HARRTEREE, X 5121 CNSND ~0#
TEHIET AT LPRROBETH 5.

4 1%, Histiocyte Society X A LCH-IV i 3% Bf
7z, AT JPLSG LCH-12 BRFRMFZEDSBHIA S 1,
HABRW Y A HFREABLORM7+0—-7
THBRENLFETHH. &5k sHKRFIEDESN
W&y, WOBEBRTH A LCH OIREHEHE & i,
FHAZH & B R IR O, B L OH R
BWEORRILEENS.

# OB
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Yy —OWTBR, ARSI, FER, HRAZE
L &9 5 %HMBHEMOL C DFEAT, B O
b LTOLRIZBDTH 5.
REID) THEBECZEE LIEENERORE
BEVSEAICERER L ETET.
T2, BEZIHMEZZE8GY I LR ERHERED
STEETEEE, BIRERRFE/NER ORAL L ICRH
BLET.
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