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i AL (Medulloblastoma, MB) g2 5T /Il B 400 o 28 AL 200 i 9%) AR i 1
PEEE, L E IR WL . MBAREIGTT S R RIS 16 N Z T 26
J7 o BEAKME R T AR A A i 4 BT AR B kYT . MB#RYI Y BUS KR A TFA
VIBREREE | Wi 4R 8 IR . RS R R r FARL, TR L T ALY
WIHEEAIRIT, BREMER>3 2 Msfa B MBS 4F B E &L %>80%, el MB 4k
60%. T4E <3 % {9 MB [H 0O A7 I IR AE T, 5 28 3R O SO SO0, AR AR
30%~70%. FAR . BT AT A ZF RS 2080 (MDT to HIM) #25% 7 MB
MHEARR . AR EIE I RIER], W IR AEREEBRZE . W IiaeEdL.
MZINFN T e B 05 A Ak K 55 I 45, R 2 SOEAESR R TN & BEAY B SR T R
DABSAGIE 5 RV o U4 X6 MB 6 PR 43 K L3015 8 SO 92 L 3 A3, fF MB 43
PS5 F W4 . WNT, SHH. Group 3 Fl Group 4, PU/ASIE 4L LSRRI . 4F %43
IS s o 11 11297 N B < 7 N T B & 725 B A L o 2 7 B = 1 B T 23
TF R 250K MB 431 WALV A FE R 432, AL MB IR YT Smg Fa YT 7 2L I R
S5 T RekUL H HT MBI2TR AN

MBZLA | RAFRTTROCR,, Z25%FHEERAIAIT (MDT to HIM) JZHTHE, #iufk
TRIT IR IEARRR . BEE MB 2 A=W~ 2 R FH I R T 45 R R B, 75 2 A A
WIRYT AL SRR S, FA1S% ENSMASCIR R TS5 R A2, X MB il
SEMN B AT AR M o A BA BT MB R8T Rtk — 2548 5 MB 9 A A7 R
Iz I RIPE ]
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MB 2 )L i LRI PR M, o B LB AR P 22 2R 58 (CNS) JMRE 1Y 20%
J P IR 1 40% | HHRX B0 28 2R GE IR IGPE IR 1) 63% . 70% B MB & HEA1E 10 % LT L
W, MB ARG DUER, RN ST 3~4 5 F18~9% . T EHRIFI Y . BHELZ T4
PE (1.8 1 1)0 10%~15% () MB & ARSI . MBAERUAIA I, A A7 BN CNS i
<1%. KZY5% 1) MB B A BAETERAE 5 SR BRI 5

044
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H—1 BN F

MBS ERE IR R ATIOR AR, H TS AN BE A FRIE DR 206 MB 2 2E BE4 T 11B)5

951 wiEM A

MB JE i 5 5E 86 35 AL MR E 2 ISR A AE TR R B IR R A M 56 . ELIESE K2 5% 1Y
MB A AL PRI Sy RS S IE TS 5. SUFU. PTCHI1. APC. TP53, BRCA2. PALB2
MR ILH AR5 MB (1 & AEA DG . ARG e ) RS A IR A DG I R 2848, 5 Bl
T MB By Fp; 12

(1) RARZEAAE (Gorlin syndrome) LRI IS 2 HRELE A 1E Sl REAE I S 200 ik g 25
HAE, S5FE PTCHI FISUFU JEF 248 M 3G o Gorlin £ G AIF J&— Rl Yo ta A b 1 35t 4%
Wi, RIEE FH . BN LA AR A MB XU, JC IR T S 4k S
BRI AN . 5 MB A SHH VB A G

(2) Z2ERLAME (Li-Fraumeni syndrome) 5 R Z TP53 JEH 8841 G, %
Yo 1 S M SBAR RE Z) SRR B R . T B MG ME A5 Rl R A AL AR A S
. FUIRE . B EAR B O A A RPN (MB, BB UR . Bk E) %, 5 MB
B SHH W7 RIAH

(3) FFRHRFZEGAE (Turcot syndrome) 5 HRFR APC LI ZEASAH G, S0 YL o ik ik
PRI AL . 45 E W AN CNS IR & 28 B I, RRAE Sy SR 22 ke 45 W B 9o 1k LA
PRI 2 RGO . 5 MB Y WNT I AUAH G, 55005 SHH IV AUA G .

(4) BRI JEFL ML (Fanconi anemia) SHRZR BRCA2 8ARAHIC, & —Fp 55 LAY & YL
R REB L IR RGN, BT RN, X IO A SR 7 i pE e B4
W2 RV RIIE . RE S . Hiigs, SAEMB,

(5) @ mifiH-ZE LA (Rubinstein—Taybi syndrome) 5 i & CREBBP 28725 #H
Ko /INKERIE, AERKEE, WHE, 5, IR XU R
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MB J& T CNS IS TER R , R o 8 B RAEIR S A Bag Wr, X x) 7
LG A B PR . SR, MB 5 58855 AL PR IR By RS B AE AR R 2k P A8 A
K, R IX 4L 5y L A ] e A B T2 M 4

S5 AR R R e A

XPHEAT MB Ao AH O ) 35 A4 PRI AT 2 SRR B AR R J, Te AT st A i i AR 5G]
Kl . X2 #8129 APC™ WNT F1 SHH FEJIR 52 5828 19 MB S8 FI 5 Jm Wi A7 st % 75 i)
FIFEDIRZIN o A MB A A G A IR 2R S8 B P X 52 R JLEE . SLsp ik . ACRFLL K
TEAE A A S O ARG | BT 2 AR Y A A

S5 o 91 MR A 7

A7 R F G MRIKG 25 MB., X Li-Fraumeni 25 5 1F (£ TPS3 IR & 5748 ) BHN
SE B UEAT MB I A 2 A IR, X EOR I TPS3 IR 2 28 AN 0B 47 A 4F — IR 5 MRT
Kty , CHAEVIAIAT, H SRR S5 A AP UGE A G . RARERGAE (JEAESE
JEEANMIAE ) ¥ & SHH A2 MR R 2748 (PTCH1 A SUFU %875 ), & —~5 SUFU %K
FAFMIRY W A3 8 Z R LA MB (SHH L) . R, HEFEXHEEA SUFU A
R, A6 AR S JLAEBEA TR MRIKEAY o Turcot A 1iE A APC JE A iR
RRWEE, HEMB (WNTH), F2E Wmk MRIKG A, B2, AT MB AN
ORI PRI AE S JERER -G AT, B Ao o DR 7 e RS 28] 5 MIB & A DG 1 R 28 5 IR 1 A4
A, U MRIAS: £



BT ImRENR

1 FAREES

MB & AEFEJG 06, 29 80% ) MB A& A= T4 DU i == DX sk, Aed A 4 m) 35058 U i ==
M Sk Z R, SE2E, 5 80 B Ik ALK T B9 B i py T B8, BN Sk
MKt . ARAASRY , FERE . HE EIHMUREE,

2 HFKB
2120% MB LL/NIGIIRERE it A, RPN ILTE R . AR, EBAR.
3 MR, MABEHERIE

P22 R AT B, R, NI A2 T AT B, R T A i ] 3R B
AT ARG FHEATRAE , WnLsK s BB RO o B REHE AL I T ST il . MO

4 ZB)LIHFEIRRI

ZILMBRIE N2 AL, w] hARRe L pvgbE . IRBRIZ 0, RIS R R
(v& HAE) | iz shiEis | K m IR ZMRIRRAME, 2ILKITT 18 A Fid KM G, i
DAY AR T AT 0 1 A R A Sk W 2 T SR I e, 28 0 A IR A2 K

HN RBRESMW

Tie AFILE, MBI AR IAA FRIE R — 2R . B8 MBTE CT AR -
HAT—E Rk, B MRUTE A Z 2 W RPEAS 09 5 e 75k
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1.1 #Bhz

g & IR e, JLEZ e, sNE LT/ EBk . i & A AR =
LRIV AR X /NGREER . FEF/CPA X MRIS4F 43 B B SE i, WNT
AU MB # WL TR /CPA X IV DU = MIBa s A= 1, SHH AU WLF/NIREER , group3/
4RIZZ LT P ) B RN iR 2 . A R, H A TR I MRURRAEA H 3 JC
LR X 51 MB 431378

1.2 BFERGRA

BT MB & I Ay /) fik 451998 i 552 S5 P RO B R M B, A D = 2 T 1] RS
fir, AT BRI AUK

CT: SEE 3 SCPEMp s, SCPER > CT PRSI @B, na sk, &R
UM REGIE . R o) DL S h AR R R AL

MRI: TIW i 2 RS S, WA ToW 2 @/ARIRAE S, s stk
RO T2W 555K, AR AN 4 . AUMIAZ IR L R S L 2 e A G R T
ERA L, DWIH WY B2 IR, ADCSARES . GBI SR, group 3/4 Bl st
PETS A ADCAHTEAR; M5, 28R R0 Wakdh, MR85 R T g A
HAEZ DTSt ag bkt 830 o 350 ) S R kL JE s Ak s ASL AT, SCk A yed 35
Sy AT R s PWLA] AR = v B RE VRS s MRS AT WL AL choline, taurine il
lipid FFr, NAA TR

MB 5 i 1oF i 5 VR 495 150 22 20 RS FLME A P SBCOR T8 5 4 i R4 5 B MIRT A 2 J2
WL, HIERR T Flaic A BT 5006/ R AR A o5 A 7

2 RSEREISANEEMND

20174, PR JLE 2 MR TS0 ZE 512 (RAPNO) il I &4 T “HEbk2n
L IRE B A G R RP AR g AT SO I IR HERE T T LS MB, DA A R
i B IR o AR TE S AR TR T HTE AR AT AT 58 04 6 B 43 J2 S e 1 R 1 30 Y
AP AR

2.1 {EH MRIE M ik F0 & 5%

(1) k/SiMRI

FAREEE . ARJE 72 /N S8 B . 8% B R S I e, RS 2-3 kAT
FU MRIE 2 o 67 AR A BT O 5 2248 2 AT R — IR MR, FRERI5 5L
HWAZ DT H3INH K,

FEFH % B MR S 3658 . 4 T1/T2/Flaie/DWT, 3858 J5 #E47 3D £14,



2D 4, WEER 2 A Y, HRE<dmm, AT BEARIK RS Eow 6], e
FEHHLIESRS TUR , Bh— 3585 Flaic 551, DURTHROBRE AR H R

(2) #HEMRI

FAREET R . MB R BERE R UL, AR AE T MB A R, (A H XA 8§ MR i
AR JCGE— A, SR, BAERASE AR TV HEA T BE MRS A, W R JC 40
it , WHEFEAR IS 72 /N P9 58 68 MRTAHE . a0 S it o IR e, HEE AR 2-3
Jil 5 2 A H i MRI

FHEES . AR 3D T2, H958 T1 R H2557E S 5 MRUE SR 35, o 1
WS, MW SR T1 Al 472D (2 4~5mm) 853D 94,

2.2 BEEHAERK S EXEN MRS

T BT AR B IR R AT, A IR S S AR AR b o

N P R L R SV ]

MB & & A T /NI AR ARG PR R, A5 22 BRI 4y Tt AL 2R B, A
S RIEA RRFRER R, (HXAE——XTh . #RIE WHO 2016 12021 4325 L, MB43
Ry VAR DU 2 227 8

1 RARESMEIEE (classic medulloblastoma)

UL, MBI 70% LA b, dHEUERE RUER IR W R, RREDE . RIR
B IRTFIE, WBUNER RN, JUF-JCH 540, 5 40 A fa) d il = R4 . K
e T BRI A K T, AETAT UL “Homer—Wright (H-W) 7 2§72 A
FI“TRRE” SEATHES . 4005 B ey, Al A% HE B & AR50 B A1 R TR R B 2T 1
BB AE A MB AL, A% 2B R B3 . B T ORAUME A MB, R 40 M A%
— MR, RR A A 2R, PR R A A G . INKE SRS A R A SR
FEK 2 DRSO 20 B, 0 m] W g 6 IR P L, (5 AL i o B4
FadeE iy MERS AR SRBE, I SO P R A AN B R A P RT ARRRE A
TR T/ R B i “SMBURLIZ " S5, E T H UL A8 R 2 1) Ji] R0 30 i 52 T
ok X ST R 1L 7 & BT Virechow—Robin FERE

2 [BAHRE/ETRESMIEE (desmoplastic/nodular medulloblas-

toma)

Z UL T/NREER, MARSE UGS, 5 MB Y 20%, (BAEARRE<3 232 U Y 47%~
57%. FAE RN BE . GRS BR AN a5 DOAREF /N IR s 57, Bk
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PEA AR . 2 B R AN T PR EF e 251 (B ) o 4575 N R P2 Bl
Oy RT3 B B O 22 A0 o 3200 B A9 ZH 2210 Wb S i 5T WL 25 28] T AR 2T 24 e
Z BAE T FNEE 18] 5 A IR R i [ A7 A o G U S ARG R T I AR 47 4 5%
af A PPIREFHE S S JCAS BN BEIS W XY R A T 3~16 8 JLE,
WAl R A TARRN, (BARA K A TR AR N o IR ER 4 4= & ) XIS AR BR N |
JEw, MO AUERER, Ki-6748%0m , TR AERY 4G 19 SIS PEALR, s 2 a9
Zoum A B2 T

3 IZHETRESMIBE (medulloblastoma with extensive nodularity
MBEN )

RAREAR, 295 MBI3%, JLFREAMEEIL, HITEMELr 4 4z /45 1 5 MB
(R ESEM, JC PR EF AR A5 5 I A, i o A, 855 e & AR
S U N R G RTAT RV S iR RS NI 2 E SN EN R L LY
SOHE HAR (grape-like) " 5Ky FESS TN, R AR I s B W] A AR 22 o A3 AL
o B, R EA EENMAWLEH, 5MNEMS RGN Rk
ANMIR AL, RIS A R /N 2 BRI . D EURPITE L . AT R R A
Ji AT Al U A i 28 R 2 L

4 KRiBIE/EZTEIEETMIREE (large—cell/anaplastic medulloblastoma’)

2y MB 1 10%, BT WL AT AR 04 B . A S0 20 28 e Jeg ph A AR A K 1 98 4 it
R, BAMREME L, IFRAMEITH e R AT LS AL I
(8 /0N 20 B 1 MB s A7, ELRAT ST R 2R MR W2 AT g o ) AR AU RS2 48 98 4
JELEL A ] A 2 PR R e M | R B TR R, R RT LAf  T, R) AR R
MB {19 & A R 2 R AR MB A9 10524 E (10 = 1), HKZNA A MB 5 A 8] A8 P 4
i, AR “alify” KRR, K =& A — > MBAHLIHAR,

5 Hih

bR 7 EARJUA PR AL AN, MBIR A 2 DMRFIRZH 2127 454 (histological pattern) ,
RESTG T, S BRI R S, B S5R8 A E . OMB AL
PE434 (medulloblastoma with myogenic differentiation) , BEFEFR A 86 LEE A0 1% (me-
dullomyoblastoma) , H:ZH 2122 R AEJ2 A 28 B0 1% MB H 55 A A 53 A5 19 8 SCLES: 240 if sk
JIG A B UL, 40 5 0 e A AL B B2 A, fe s A AK€ 223K Desmin il
MyoD1 S5 R SUILAN bR IC . @MB B A K 536 (medulloblastomas with melanotic dif-
ferentiation), BEFEFREE(ZEMB (melanotic medulloblastoma) , $5AF 2kt 98 4 ffd ffd



B RO, WaRER FLCREERAS, AR EEREPLARS ] . B AT —2E MB H]
PEA LRI . ol AR R, AR AT o S 2 MR MBARL, A BRI
RIUG T

EHUR TS PR

A& 2016 4 M12021 4E WHO 4325, MB F5 0 KLU R LR T AY . WNT 7% 4k A
MB; SHH JF 1k MB (TP53 2 4% &1 Fi1 TP53 HF A %) 5 9F WNT/AE SHH 3% 1k % MB
(Group 3, Group 4). RFFPEALE AR FE I ZLARFAE . I PRAT R AN SIS AH G o

1 WNTSE{LEIBEB MR %E (Medulloblastoma, WNT-activated )

WNT i /L MB 29 (5 MB (1 10%, FERKAT 4% ZERBEAN (TAAERZ 11
%), B, A LEA MY SURRHE, b R AR R, — S R
U, SAEAAEERM T 95% . %W T FH A F st AG SRRy 645 Y 4 (R AR/ ) CTN-
NB1 BRI ZEAE (S B—catenin E 1), R REZBOZW AW bR SRS EFAF (2
85%) , Hoax FE W] LA SR (APC) JERIRFRAS S, HAH LAY BE A
AR SR AL 5 DDX3X . SMARCA4 I TP53. 4512 Wi 45 % A1 6 5 b £ {4 B pAOfR 285 7T ke
WNT /G L5 MB 23 4 WNT o (HR 324 % 10 27 Fil 6 5 YL R Bk ) AT WNT B B4 3IF Al
(FPAAER 2027 ), AR E HiERT RG22 A i 22 54 4o

2 SHH B ESEZMIEE (Medulloblastoma, SHH-activated)

29,5 MBI 25%, AP0, N T3S MEILIIR T 175 A, 24
K S ARRR AR I = v T FEJLEE AT AR L, KaeTh B (B & =
2: 1), SHHK MB =B (20 ZU2F 4 5 SR A 47 b A /25 1 R (G dh Tz 4 il ) . gl
F4 53 5t A 2 R AR R AR DG IR R AR IR R AR A M 58742 . 73 . GRS AR S, WP
FEH F N PTCHL, SUFU, SMO. GLI2, TERT. TP53% . % WLy (a8 S 4145 9q.
10q. 14q I 17p Ptk 2%, LUK 251 9p G iR i3 i .

P TPS3 IR A SHH-1H ALY MB 1] 4324 “TP53 28748 7™ H1 “TPS3HFA AL, W 1Y
I R AEAT B AN TR . 2016 4F WHO 4326 1A TP53 972 ¥ SHH %4 MB #ff i Jy—1>
MRS K2 25% (9 SHH 5468 MB /G TP53 %878, Hirh TPS3 IR R 2878 He 49 45 1 o
o E Ry KA B ] AR R ZH A, R AR AE S I8 W ], WS H %, 54F 0SMR
F50%.

SHH {if fb. 5 MB £ 0] 432 4 4> 43 F A, 4355l 0& SHH oo, B y FIS A, Horp
SHH o F1 8 WAL 53 50 & A= T IL B/ AR (MR 8 %) R (M 4E% 26 %),
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052

SHH B Hly MBI e A= T 2L (FPAAR IR 7300 9 1.9 2 F11.3 %) . SHH o MF B 245
PRJe TP53 BE[A 2878, HAWYE K153 7% 5404 MYCN A1 GLI2 B: 971, D4 PTCHI
FER AR, PR 45 9q. 10q. 17p Bk, Ipdmn, 54EAE(F3270%, SHH B
R 73748 & PTCHL R KMT2D FE R 2875 | SUFU FE R 9848 s . PTEN K]
Bk, Qe fhAn S E AR 2 S A 2, SAEEAFR67%, SHH v ALY 3%
53 F7% 5% PTCHL, SMO HI BCOR A 5875, PTEN BRIl , Gy (0448 57 02 9q ik
K, SHEAAFH 88%. SHH &AL PTCHI 3£ [H 2845 FI TERT Jif s F28 48, Yeaihs 7
4G Oq F 14q B E, SAEAAFR89%, I3 —IlmIRAISE (SJYCO7) R4l es (K
Wor<3 %) LAFZILAJLE MB, SR DNA H R4k A AT 43 H w5 7 A& iSHH- T il
iSHH- I, HHi5 W 8RR, iSHH- 1 AR AR T iSHH- 11 (5 4F PFS27.8% vs.
75.4%; HARfEd: 22.2% vs. 90.9%) .

3 FEWNT/IESHHE L ELBE T AR (Medulloblastoma, non WNT/non
SHH)

f345 Group 3 (G3) HlGroup 4 (G4) WA, (HZFIFHERN —4iiEdE iR . G3
WAL 5 MB 1 25%, FE KA TEILAILE, Bid 18X M AP LA KR, G4
WAL 5 35%, AT UL TRrA AR AR RSB b e, Batbik2: 18
TR o AUy R REAR 2 KA M/ R] A5 S PR R 25 R (A AR e ) A5 S R 2 2 DL G 3
WA, MYC NP 52 G3 R AR E 1 2> 778 5, H5 822 M His % R E ).
MYCN F1 CDK6 5& P (4 3% W J&: G4 AU B E W3 778 57 o 17q S gL a4k (Tso-
chromosome 17q) FEWAS AL PR E W, (550% ), =B NFRIER YL A5 .

G3 F1 G4 WY A NBE . A8 RN Tt G A E A s BE TS, WA X 4
A IS 2 PRI A1) o 300 A7 AR 6 6 R 32 55 R DNA FH AR SRR AE X 4 G3 M G4 AL, i
AP0 5r R 8 AR, TG S I PRA W)= AT M ARER &R o WRF L/ UL, 5L G3
N GA R A AL, FE 5 T8 5 & GFIL A GFIIB L H G AL OTX2 FE R 31
TP ORTH , SEEIFRTT%, WAL, 1L, IVIRNFEGI R, Hodin, 1y #f
AREYEMYC IR 4 FUSHe25 . WAL E2 T2 5= MYC IR . GFIL A
GFIB LA %G1k . KBTBD4, SMARCA4, CTDNEP1, KMT2D JE[H %748, Ye (o {is
AR DR EFRak, 8 S YR AR 1q L, SIEAEFR 0%, WHETAY FEE45
TR DBMYCEER Y 1, RS 17q 5 YAk 75 4L @K 2/ 10q
Bk, SHFEFARA3%, WHEIV FERAERYGIL (PAFER3%), JREILEEY
UG EAF, LR PESEAR, $E/R 24 F BT REZ M AE IV 207 TS R
WALV HATC A BIRSHIE AR S, 0 17q SR YL ik, FEPERE T, 14
S AR Z, DIR8, 10, 11, 16 T Y aikEik, SEALFR80%, W/ V., VI,



VI FEEJF G4 R, (H /D iR A G3IAIMRE . WHEV B FEZE T4 52 MYCH
MYCN B[R 31, G iRAR 75 @ik 2 | 17q S- QAR 16q Bk, 54F
HAER 59% ., WRE VIE)Zr 58 354 PRDM6 FE X% AL Fi /b MYCN LR 94, e
RS T SR AN L | 175 R ARI8S | 11 S Y alkE, SEALFR
81%. LHE VII 320 KBTBD4 HEH 98748, 75 Ju KIS 2 F1 8 5 L ik Bk, DAoL
17q 2R YLk, SAEELFR85%, WAE VI i W HY N R G4 R, £ 8k 47
BRWILE (PA4ERR1024), FE0 77254 PRDM6 S TE{L . KDM6A . ZMYM3
FIKMT2C JE P 2848, Yo (o fA s S5 U 17q S5 e (i, SAFAEfF R 81%, R TR
VI 5 AR AE A7 3 A0 0w, AR I B DT 2 R IR T, Sk A A AR A I PR R 3

FH DNA HUEARGES ] DAUERfRRAS IR A4 Fh MB 3 WA, AR5 ik A per
HEIX 43 Group 3 Fl Group 4 WP . DNA FHHEAIES 26 7 MB 453720 LA K0 20 2546 P9 45
WS A it . AT PR AR DNA A oA % MBEAE,  DAZRTE nife
BRY MBAr7- 43 8L, T I RAS VR A I 23 2 R YT

ST 5 WIVE AR AR 5 0

1 oW

i IR AR A0 PR PPA X I R A0 30 L A B 43 23 N R B3R T i Rk AR R
TATARET . ARPFARG VAL . PPl S5 ks 2838 53 R BRIV R RS 0 . 40 301 LA
Ay W0 5, 455 4 4 7 B VIR e R 6 VROJRE A e A . SRR T b — 3T, 2
I e 2k JE 92 40 140 35 U SR8 149% ~ 18% o FLARTEAE N 240 T

1.1 ARB7EIE R

PR MR-+ 5 2588 MRIP4+3850 (5T .

1.2 AR EIERE

R RN, R SR B BUOCR . A TN Y 8 IR UIBR R 4

1.3 ARETMH

(1) FBUA MRS AT . A5 5 N e o B8 kL TE A B i S AR S 72 /INEsF P4 i MRT P
H+¥omk A, WARJGA ) Z e, A T REIE S AR R, UK S 2-3 R4 T
UG MRS A

(2) AREMRIG A . 4§ MRIK A N AEAR T 72/NSF kAT, XL 2 ARG
AL BRI N BUR AR, BIUORIE 22 - 3 FFAT 2 86 MR+ 3 3R G Ay

(3) RJGIE WA F A . ARJT 14 KER G IGIF HT 0 20 3547 Ik 45 W0 20 i
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(4) HAthesr: Moh . BEAEBE., CRE, Mg, AIhEE . Mo B AR K
B REAE AR A, BRAR I AR R R B MR 7

1.4 RiGMEKBERIEHEEREX

A R R IR AL A IBR . FEAR S ook B IR ikt <1.5 om?;

B. AR A VIR - 48 A S 5k B n] I R k> 1.5 em?®;

C.o kL. MRRDIER, OUZBUMRESRA TG AL o

B

2 IBERDH (S8R Chang DR %)

2.1 FRE

MO: iR JRBR , JCFE AL IR o

2.2 HBH

M. AR R I8 A B 5

M2 27N =R i e X 58T /- 0 i . s 25 == i = PR AR 45 T IR oA 5
M3 B o 55T S AR 295 55 AR A A 5

M4: fRINERS

FERL T B X PUS AR SCE R N R AT UG M2, I R R HE o 2697
FefbAcHE . MB EZAMEWIS AR . ARG IR AR B RRRE | PR L B R
O RAEN R AT IER 2R o RYEIATTREVE XS N R A X N ER, #590i2 MB
Ir AR =3 % AR IR <3 2 IR BAS . B —BABERAT AL AR 202

Br

Br

1 Fi=3 T RE8HRE

(1) t3f&: MR ebrear 2UIkk, B iE<1.5em®, 1MHTHE (MO).

(2) BEfe. MR, FREB>1.5 em?; IR, WA AR
FUEd . AR5 14 KN 28 55 % 1 5 WO 40 B BHAPE XM oh 5% 7% 5 g PR S 9k 188 ] AR 7Y
W 2-5-1,

2 FRSSHESMRE

(1) #rfe. FRESE TR RE. Mg BaGr 2k (588K k<
1.5cm?), T BUFER (MO) FUp B RO £ e A RUR 32 455 1, DL 2-5-1,
(2) EifE: BRtnfasbaeffie MEfs. Wk2-5-1.



®2-5-1 HEAREEESE (A5 FIH)

ML FR>3%

brfe | MR sE e VIBREUE IR RS 5em®), TCY HEER (MO)

FARREIER (G ERE>1.50m’)

e | PR (M1-M4)

o B A7 18 [ AR A

MLER<BS
o 2 [m I 2 LA 2% A

fe | MR e VIREUE IR (R AE<].5em®), TEY B (MO)
T BV 08 (8 21 A3 A BN 2 451 1l

e | BRARAEAN IR N e

3 LELFUENBRDE

TEIRAT FG K6 20 )2 SRk B 25 46 40 7 T AR R 4145 8, X MIB b A BEKG 1 FE 1 4%
JZ, NI4T e IR YT R i R I RIS o JEAESR, MB 4 F I ALE g 4 5
FEl o )2 MR, JF IEAE BEAT R ME PRI RO oE . H i SRR AR 5 fa R 43 2 Sk ik
ESE ST BN AR =3 5 1 MB 43 4 FE B 4l . DA (5>90% Ef7%) ; @
R (75%~90% EAFR) 5 @A (50%~75% EAFR); @ E K (<50% 417

). R2-5-2EMHEB I MB L& 4 F WAL FER 42
F2-5-2 FW3FWEAMBELEANTLENERSE

WNT SHH Group 3 Group 4 EER
<16 % TeEERAE 11 5 YL A ik
& R i >90%
TP53 A= #l o
Hifs o MYC §H %@%ﬂﬂﬁ MYC " ;ﬁ;&@%u%nv%éﬁx o
o LR .
1824~
=G oS s 50%~75%
oMYC 414
=5 1 TP53 545 L2554 <50%
Te R At
APE |LCA*, R idcY ;T}L H LCA®
Yetifk17q

e a. LCA: K40/ 7255 MB
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S TR

1 BhEELDER

(D) HEy: SMEFFAIE MBAREIRYF (B B0y, F AR A] A28 2 Ml i R JEE
DIBRAbR . DIRRIC W BN AEER o IO AT BRI/ T i 2 S 4R
SR ) e K VTIBR

(2) FARTT A SEPUNGE DR 2R AL T 5 I 2/ NINIERE RS, FIHT A48
VB, 3 ST /MRS R/ NI BR A4 o /I D D el SR IR ZARSE 5 A%
B35 /NI B E AR R T — 25 55 1E PO IR . QiR i R B R AR B ik T
WEAREE HESKR 400, DIBEA RIGHR, T45 6 f A IR AT I - m i oIk . A
H R RAPOR X R 2, TN S Bl e, S S EUR AR L. DIBRARIE
FEILBUS ARG, RIFMRERART 1.5 em EFENGIK LRI @ fad, 752 s
fRYT, BUSWAISE 2 . ARJS 720 AT U MRS A2 VAN IR DIBRARE . X EAR
2em BUSRIME, PTFRRTAR, DA/ i frfhy, i fol BRI A0 it

- &

2 MARKBYRL I

DRI A S 50/ I 917 i R 3 X, A AL A DO i i 3 R AR
PR OB A AT I 22 55 T 28 = IS s 8 . DIBRAR b B ARG IRAE, AL B MB 5 JF
REREPERR AR B9 2050k o RIS AT S RraiJe ], PRIS— 2 IR W [l T 77,
AR T A WG PR S . BRSNS S, 72 /N AR BRANS TR . X/ T3
B AR IR R RO MBS SR BUK B e = I, DRSS LR U
BRA G I ARUK AR XE SR A O IO et ), AN, ARG BT AR ME R it . Adb
PRI AUK R, 75 S B Ul /U i 83 200 6 s 0 5 V80 0 T ™ A i XU o AR S 485 5



PRI i PR 2 B B2 AG R B I ARG 5 4 LA BR o Ao bl sl 2 Uls, ik
KBTI, 29 80% B ILIGARK A] [/ I 2 it . AR5 slAe ety vt B &
K, IRk, HANREZ, AT 4 R R AR P IR AUK

3 FARAHAELE

(1) /NIEPERERZE AL JE MBS e WIFAAE, K AR 0] 1K 39%, &—F
VAAR G5 I RERtt . iz s D RERRRt | 15 R D BB RRe Atk A1 DA I e 05 Ak 14 52 % i PR
Ziaik BIEARIFSLRVEAR)S 2 ~ 10 KRNI BGBER, AREPHS . RIERI LT K
ALK AR JEBRRIE . A A amsh; IR ERBE S, AR EARE, KD
BBl A RIREL, BRI 5 [R) ATREAEAT A A D R R A% 2 T 2 RE AT R
Bo Bk WAL T AR/ NPESEREE SRR R S N 3R . H AT AR HL i AN 2
ARES RSN NIRRT IR G KRR ZRURILE 1 ~ 34 A AT LU
PR, TR YRS, HJE s S D R AT SRR SR ], E R A I B
DRCBILZ I BUR ATESGR . FETH S EG T 53, AR ESA —EI7L,
A D BE VI 20 R A A EE AR

(2) A NG BRITm, A G T RKABRIEIE | 1 IR AUK &
A RRAR B R R AR AR, [ s/ o A JRR e U, o AR IR s B e AR S AR M 2
Il it N R ) T 1

(3) AJ5 G ULBR 2R . R (R phE BE M B8y, o AL 2252 BT Eug
FOEMRNE , AR5 R, AERAEITT .

9 JRaHRIY

1 BUS RIS

1.1 ¥ E#=3 % MBsT

(1) BOTHSBL: g IBR AR 5 B BT, B3R T AT R B0 s KA, AR
P FF IR T IS HLAEAR G 4 ~ 6 J5 PN o 1o ISk ik G DR L g A4 48 A0 45 PR 3% 3 A o 2
HITCSY W, £E SIOPPNET-3 8F5E i, AR5 TR 07 i 8] i 50 K% PFS 1 0S B
AR T J80S7 I () 75 45~47 KA L o n DR i 410 S 50 200 o KT 4 G 4 o B T
(CSD), 7EREFF I G A I 5 00 ) el D8 Pt ka3 P e A 1) Je 3 O T

(2) BUTHITAL . FEOPPAR R E AR . A KRB . FAVREE. REk
REIRDL . SR R . AR A 25 AR R B AL AR R RS, R
FHAR R OT S, ALFE TG R  BOT R RO R SR . CSURAJE T i 241
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AR ST o BT RS UR .

(3) 7 5 FISE

1) bife: xPILE B, HEAERFWICR &1 CSI 23.4Cy, JaB e A N it %5 54~
55.8Gy CREARIN™ 1 ~2em); FHK1.8~2Gy; Byl «[FMIS7 . [FEAMITTE=3 2 hrfe
MB 7 ] ] VOR [RIALYT ., S4EEFS>81% . 3R E A 2 XHEWR =3 2 bR MBiUY
WA VCR FIALTT , AR >80%. BT o 7e B4 Z 4 B Aky7 o XA,
AT LR FH AR e 570 B B ROTT 5 46, BICSI 30~36Gy, Ji i 5 B e 35 Ak R A I ik & 54~
55.8Gy; BFIR 1.8~2Gy; JUIT G il 8252 i B ALY o BN A8 35 7T SR FH AT 591 5 1) €SI
23.4Gy, Jo s ol R bR A i 2 54~55.8Gy; FRIR 1.8~2Gy; Jioyr W3] Al 17 ) ik
ST, H TR, BB E X RIS 32 A KL U7 5 e 2 i B
7 -

2) fmifa: CSIAE 4T 36Gy, Jm iy 5 Jm il I R I 28 54~55.8Gy; B #
K, REOT N % 45~50.4Gy; BHK 1.8~2Gy; FERCT BRI FEAT R s U7 S 2
W MBS .

3) TN EOTERX . DIIEZREmE, HATa B LN aR, — B2 b
PRAMIC 1~2em,  ATUl 2 0E 5 2H B A7 3 700 S 0P 7 1 BRI AR, AR B 8D BT AN B R
N, ACNS 033185 s 3-21 BARfa i, JEIKINE YT ROFA S T 5 s i .

(4) BT IAREALST . 9112w fE MB F5 IR AT T, S i I 25 W T e B
FE . SRAEZ VCR RIIRALI PRI 8 MB, S4FEPFS 67%. 3% [E ACNS0332 f&—
THU G f MB I BEATLAF ST, SEZEPPAR 07 9 ) R JH R 41+ VCR 8¢ VCR R ALS7 X A= 47
M2, 255 R AY Group3 BI MB 3k 2%, 4L S5AE-REALL S 4E EFS 0 73.2% vs.
53.7%, P=0.047 . HH#EREMBEILFID EE R 2%

1) VCR: VCR L5mg/m*, #JA 1K, #E, H6~81K .

2) VCRERS R4 VCR LR o REAHE: 35mg/m*/d, #IKRETE 15 704,
BOTHT L ~4/NRE L B S, dh6 JH 30, REVEHUTIEEON , ImIRBEI R
RHIVEN Group 3 U 5 f& MB UL IR W 25 W) A7 B4y 7280 ARARAT BT e B o], 75
T YNNI MG OBCy7 IR0 H R DU i 5 0 ) . R FH G-CSF B b 3

1.2 L E <3 % MBIIT

(1) FOTFHHL: VHSAER<3 2 HIMB, RIFASEHYT . AR BT ST .

1) bRfE: JCEERS . JUER B A £F 436 AR /) iz 4577 BURYE SHH 4y 7 A (8
TPS3Z878) MMB, & CHtnfadl, RGeS FAIENLIT, NMEHOT .

2) mife: SEATIT, SR E IS HATHOT . HR R E TR ARSI TOT

(2) BOTHIEANEE . SefT sy, BEFRINRKEI3 Y )G, R EEERA T4
W%=3 % MB A7 70 FNYE R, 7 [ HIT-2000 AF 58 XH4EL R BRI MB, 4657 5 (U0t



KIGATIRRIY , B TR R, BB RS, EFS A0S I B i .
(3) WOF BRIy . TRl T AR >3 % 5 £ MB I RILT 25

2 BUSHERAR

MB ST — R F 4~6 MV 61 LU KCHE T B AN &5 (19 = 48352 ST (Three Di-
mensional Conformal Radiation Therapy, 3DCRT). J##E4JT (Intensity Modulated Radi-
ation Therapy, IMRT) . ZBUIER R IT (Volumetric Intensity Modulated Arc Thera-
py, VMAT). S22 497 (TOMO Therapy). $41451 %007 (Image guarded ra-
diation therapy, IGRT) FISLHEAHLIT (Stereotactic Radiotherapy, SRT). AT
HRR RO R0 A, REFAAR AR IR IX IE W 412052 R, A 07 X 9 40
FIRIZNFI D RE R o

MB R Z R JL#E AT DA il BT v R 2™ ks 8 A% & 45 H (Organs at Risk,
OARs) JEM, R FEAATERE . OARs LS aEIR, A, PARZs . HRAGE . Sk
P WS T ERRRIOREAE . BT AR TS R, ORI IRYT

3 BUSARKRM

3.1 AMMTARKE

(1) ‘B

JBCYT T 50 R T O TR AR TR L CSLl R, DA KOR T
BAM AT, 1 ~ IO ERR T4k SaioT, AT THa2i s 738, 1
HHEEHT, 6T G-CSFIRYT, WA R4 D R, & THidk R4k &
&Y, VRFTFEAFRIT . BT G-CSFIRYT, A TR, BB i E
Foo 1 ~ WGl /MRBEARTT AR SLHT . 45T I/ MR 259 . T & LA E i /i
I, AR, FEET, ST HMBENR-11, TAAMPMRE R RS
IV G it/ sk /0 sl H i R B, R <0x10°/L B, 7 M/ N B IR T . OT
Xt 1 240 L I 2T B P S A0, it 218 BRI SO B A A AR AR B, 45T X E
YT .

(2) TR 7K i

CSLRIA R BUAMEmUK I o # Bk | S A ol ikt . — 45 7 H i
BEFIBE 2 B EIAYT, AR e, Ramiyr e,

(3) HoAh—JBCREIR

BEAWE . WG BRI S, 46T RHE SRR

3.2 ZEHMITARKRN

JLEMFH R IEAARKE T, U7 HE SR RIOT AR EE . Nl
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AR R 22NN 8 S5 AN IRV R BE SR, DB e T Ja 4 T AR H Bk R M b

(1) #EK

B b, HEACEZB>106y U, PTRES Mg A K. IR b, #B5r BLHHE
Bz @ O IR T RE S B 2 B S R . AEE CSTITHRI , WA e AN [l A
BOTRIEI I, Al RE S ERMEAR A K ARXTFR . SIOP PNET4 73 & /R 48 4 #1 07
5 SR E Jy 58 W ek £ LB R R RS o O ) BT ) O TR
B, 7 2R AT AU T i AT, AR 6B 4 8L

(2) AN

X 2 7% S CST 3kt G B B2 A7 B ek E 8 BREL I IR G . BT PO R, TR
P ELAI 205 O OARs, T LAREREIR: T THT A4S 7 SR PN B MG, S e Bl i BT 1
GF o JLERAARE ARG, BUT AT REA M, Z IR R, SRRk
ResaR . W TR, B D AR BN R TR DILSE P S MR
fabr, MR, METELRIENTE S T RGN KRR AH, &k
T MB 4532 CSLJE A g8 PRAME (97RO 95 TR 3645 e e ab e, DRI, I efAk
HsZ W0 R e — AN S o T AT A7 ) o, X A o I I BESE IR AR N

(3) M&INHIRE

AN I RESI; T ZER IR TP . INHINRE T FEALS ShRE ) TSR, 4
X 36Gy T Ja . 2NN RE AT RE AR TP XK. & i SRR A ¢, 0T
B AR /N0 R A R i, R B SR R PR A TN . AR R IR
I LB Z>30Gy WYY G S, 58% & Him T80, HUTIE 104 HAT 15% & Fi &
T80, FHMGIEAE AR, T HT A A R IR L E AT S A 2, s
TARBIT o BT AR R ST, AR ACE OLT , BT T
NI RE TR

(4) o7 2 — b

MB &f & FILE A DA, #r B BRI AAE, BEE R 0T B W IMRT .
VMAT. TOMO Therapy 1 SRT ) 7z i F, HHI MBBUTRCRIG LISE R, (HiX g R
{4 B 7 32 IR 2 PR AR AR 0, B B T R S B0 KU . A SR L
MB10 4F BB T BT S0k KB IR ) R AR 3R 3.7% , Fovh e i DL I Ak i e v P
SRR . IS L AR R SER A 0 MB, IR T B G ER A O . A
JBCFT AT PASERAE A ST S T I/ CSTR 2 RS ) I R AFF 9 5 4 B0 s 7T 244
AL AT HEAR | WAL - 0 RS B A A5 22 Ry B 2 vk R B
HoEE KR



45—

ALY

1 #ZEH =35 MBS

TbI7 2 MB 224
54E EFS A ik

AR=TS7-ALs7

TRIT B T R . WIS AR =3 % FRfE MB SR FH A SRR E 1Y T
81%, 0S 86%. =1t MB K2 60%, K& 25

A H RO T IR A ALY, AR 2 R . NI, A R s O I R

PhEEEF G-CSF %+
1.1 REEE
(1) AITFESHL: BOTEARSE 4 AT RTIEYT o S48 MB XA y7 Uk

S, ST T AR, IO IS AT

(2) ARIF % BRAEMB ARG T E B LI 7 R CTX+DDP+VCR %
5, e yFfE, 8 CCNU+DDP+VCR &

, BoERE, L8R,

. [HAFSEUE

, FR4JHE
(F2-6-1F1

F2-6-2) . AT RETELR rhpk 40 8 >0.75x10°%/L, 1L /Mi>75%10°/L, B IhEIE 4 .
MW PR B RN PR B RILAE, HELBR I
Ry EREbE, WA IT . CONU B R ATAs AR 2y . fb)7 5 75 2 G-CSF 3 #F

oA 2004 R 790 0 LA A 57 e Lt

T

F 2-6-1

CTX+DDP+VCR H %

FroKkAe . FIBR

(B4EEE, £61THE)

457504 4]

BEEERE (CTX) 750 mg/m’ K H2~3K
%[ (DDP) 75mg/m? K e AN
KHEH (VCR) 1.5mg/m> ek g #1, 8, 15K

KEER

% 2-6-2 CCNU+DDP+VCRA®E (B6REE,

RERTIE

£ 8T EE)

#5A]7T (CCNU) ° 75mg/m’ 1R 1K, BERT
%1 (DDP) 75mg/m? i ki F1R
KFHHL (VCR) 1.5mg/m’ i ke 1, 8, 15K

5251 R

oo HERTANR (Me—CCNU, ®REAT) Al IR ER]VT (CCNU),

Hilk, QN, dl.

Me—-CCNU 1% 75mg/m?,
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12 HRREE

(1) AIFEIAL: Al AR S5 Je 7 s e sy . 361 POG 9031 B 98 UE 5K /& fis MB AR
Ja JeHO T B AR AR R IE 22 . B HIT "9 1 P98 o i M1 EERS %, RJG Seiord:
FERETARIGAATT o X M2IM3 RS, ARG Je ity 8Ue by AR R o 251,

(2) WIF IS BUTE G 4 I RAIT . FIiE CTX+DDP+VCR F5E, 4 A E
&, e MJ7F; 5 CCNU+DDP+VCR R, WoefidEE, e M7, rmrEH
BRI FIARAE (F2-6-1 K 2-6-2) o JIUEA(HE F 2048 AR IR A0y 7 8 BA T /K AK |
FIGR . W e AR LA, LB A B, e AR IIT ) . CCNU H AR ETA5 1k
MX2h, {7 e G-CSF 3 HF.

2 HIZERS<3 S MBILSS

KT HOTHEGILEAR LT . WA IR RE R 2N A RE J1 A R, XTwIisAr
<34 MB, #IURGSEIEZAT, SERBYT SUBT

XHAERY <3 S ARfa MB, AIAMBUIT , (AT RIEHNsE 4 5 R g fyr . Ay o %
4 CTX . K H AR (HD-MTX) . #KFEIAH (VP16) . K41 (CBP) F1VCR
55279, [FIETH Ommaya $E/N % N MTX ALY o A6J7 A AT 4T Ommaya $E/ % MTX AT
B ZE RN MTX ALY . F28[E HIT-2000 BFFEIESE . 4R 4 L2 MB AR J5 HLalik FH 2 254k
JTHR A Ommaya BEMK % N MTX ALTT, (e 45 4EbE A 8/ 32 45755 RUFI/ 8 SHH 43 7Y 71
JRIBRIBIMB, AT, 54FEFS 90%. SR, A AL A fF 459K 22, 2 AL il
AFHIMB 54 EFS 43314 30% 133%. 52 [E COG-ACNS1221 58 X AF- &y JL A £F 2 34
A B2 2571 R MB R/) SHH 4337 Y 4 J&y FR AT MB, - SR 15 78 ] HIT-2000 i 5% 4H
B %, (HJE AR Ommaya 26 % 9 MTX fLY7, 258 KR, 24 PFS 52%,
SEWFFAERTL L . SIYCOT AFFEMIXTAE#Y <3 2 MB B4l FAR+40y7, NOST R =
P MTX ALJ7 1 ASCT, 4595 7R : SHH- I A= 77 R ] B AL T SHH- 1 %1, 54F PFS 4y
574 90.9% vs. 22.2%, P=0.0007. i Group 3 Al Group 4 % MB HiJ5 2%, 54 PFS 435
H83% M 13.3%, Phl, HWXS<3 AL LF 4erg A= BY/ iz 251 B b fe MB 8%, 5
2 BTG IS N MTX A7 sl B AT o AT, I3 P9 MTX RS T A A i gk g
R P T ) XSS, R

SFAERS 2 ~ 2.5 % i fE MB, Al S5 4T HIT-2000 )7 £ 4 B ALy, A MOk 2 sl 8
MTX ALST o AITE5 G L Bk 3 B 0T o ARl <2 % mfa L, dilbyr+ Ak
SN ML LT A0 RAE (ASCT) o ASCT &5 o Jm AR 3 e 155 10 b i 2 15 7 -

21 HRREEE

(D) fRIFIRAL: FARJG 2~4 AT GBI LT

(2) Wy7Irge: AUCRHIHETE PR EA AR AEL) L MB S0k Jr 58, BiGE



[ HIT-2000 77 % . RGEMZ TG N E N MTX ALST . EZZGY AL . HIT-
2000 & =AML 124078 . AR AR, AT RRIERE 2 R A9 IR 3
JE o AR /INT 64 A ALY R R AR E R 66% , 4FEWE 7 ~ 124 A7 ) i 2 b v 75
80% (F2-6-3 1 2-7-1),
(3) M s AT . A S DO E Ommaya TEATINE N MTX YT . TR
K E FLE N MTX YT, W3 2-6-3,
#2-6-3 HIT-2000 7 &

%_Jﬁgﬁ: %1y 3’ 51 7% (%1’ 21 31 43-‘?_*;)

CTX 800mg/m’ VCR 1.5mg/m®>  |["MTX2mg/d, %5y, dI-480#E (R4,

R L arip di1-3 v dl dl

“HD-MTX 5g/m’> | VCRI1.5mg/m’ "MTX2mg/d, WS, d1-250 i (GRER),

%3A CIV 24h, d1 ivdl dl

*HD-MTX 5g/m> | VCRI1.5mg/m’ "MTX2mg/d, B TESS, d1-2808E (GRAER),

HsH CIV 24h, d1 iv dl dl
" CBP 200mg/m> VP16 150mg/m®> |"MTX2mg/d, MGZEHST, d1-45¢-#5H (GRFER),
E 201 o

iv drip d1-3 iv drip d1-3 dl

EAW . B 10EITEE, 4510, 12, 14, 168, EES LFWE (485, 6, 7, 8Jrft)

SR B 19FITHE, %519, 21, 23, 25J&, EES I FWE (559, 10, 11, 1297F)

d: CBP: RH; CTX: FRBEBENG; HD-MTX: RFAEHZBEY; VP16: #ATIATT; VCR: KEHM.
a. HD-MTX # bR KL TALFT CF #0648 . HD-MTX 5g/m*, SHIH ) 10% 75 0.5h fPifg i, Hidy 90% 1
23.5h "PfTE, 36hCF1Smg/m* f#fl, q6hx6 W, HRAE MTX I 254 5 8% CF 7 & AL

b. il Ommayaﬁ%lj‘]ij‘*:%ﬂ' MTX 2mg/d,

c. BINEFS MTXF&E: <18 -6mg; 1~3%-9mg; 3~9%-12mg; >9 % —15mg.

22 mREE

(1) fIrufbl: ARJ5 2-4 IR LST

(2) WP MEMFIRFEFE. 4T HIT-2000 J7 £ 8057 = A5 1297
o AR AR R IR 3, AT RIS 2 (R 2-6-3 MK 2-7-
D)o ARl <6 4~ AALT7 i SEARHE R 66%, ARl 7~12 4 A A7 ) i 2 bR v 751 2 80% .

XTRISAEE 2.5 8 e 47 = e MB, - AT 46 HIT-2000 J5 4697 127 8%, ANl 22 5k
FENARST , ARITEE T, ARIR IR 3 8 H TR HEIOT . MRS <2 8 mfEMB 2L,
WATASCT. R Head start 4 J7 BUALIT +ASCT Jr 58 . ASCT 45 5 W R AT SR 545 CR,
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AT R B 3 %, WEL, WAYT kR Ek ASCT & H B 5 5 & W HE S bR 15 10 A 7
J7 . WRIERE ASCT, 7] FH HIT-2000 5% % Hofth 5 23697 .

3 BREMTFHEBESZFTBAAENKTS

WNUE: AFEY<3 % e MB. X8 N B ATIRYT S5 R 2 . KR by ik &
ASCTJEIAIF e 22— AT 1 R Z R ASCT, XFHIi2<2 % i fa MB, IS %
[ head start 4 77 58 T LUF SLALIT+ASCT, HAR T ZUNF

(—) FHIT:

WRLITE 1-397 R, AP R 21 K.

KFH (VCR): 0.05mg/kg, dI, 8, 15

Jii%A (CDDP): 3.5 mg/kg, dl

AL (VP16): 4 mgkg, d2, 3

HWEmERE (CTX): 65 mgkg, d2, 3 (T8 sEnl4himds)

FH S (MTX): 400 mgrkg, d4 (75 Z45H M CF fig k)

R 4-597 R, BITRREIR 21K .

Jlisfi (CDDP): 3.5 mg/kg, dl

WICIAH (VP16): 4 mg/kg, d2, 3

HBEMERE (CTX): 65 mgkg, d2, 3 (758 3Ewul4hime:)

FIAZMES (MTX): 400 mg/kg, d4 (F5E4%H B CF fi#g)

(=) JLENRYT

FE L 3YTRPBEAN, WA R (TC) WT:

WEFJR (Thiotepa) 10mg/kg/dx3d, d-4, -3

F4A (Carboplatin) 16.7mg/kg /dx3d, d-4, -3

ERESE iR T ETR )

FEE2: HREeH, W% (TCE) 1R

WEFEJR (Thiotepa) 10mg/kg/dx3d, d-5, -4, -3

K41 (Carboplatin) 16.7mg/kg/dx3d, d-8, -7, -6

KACIAT (Etoposide) 8.3mg/kg/dx3d, d-5, -4, -3
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SHEVUTT RS0 BRI 0 16 Y I

-
AR 4~ 6T
JLEE B R IR 40
== 54Gy ~ 55.8Gy, sty ] A -
W ami s, | | SHETHEZAGY e 2
Rl st | BT | S DDP+VCR+COND &
T vy e i
IR 54Gy ~ 55.8Gy, &
42 ik 4= 5 B8 23.4Gy ok #
30-36Gy, +[AIAfLS7
5
i
— R 4 ~ 6RO -
e T 555 R RO WO 4 LT -
N ;ﬁgﬁf)ﬂﬁ . |l54Gy~55380y, DDP+VCR+CTX 6 s
ol M) 248636y, 5% DDP+VCR+CCNU B
DR OL Y + LT 8 1}
= R L 45 ~ 50.4Cy ﬁﬂ
E2-6-1 F#>3%BERAMBAETREE e
i
I

s (R 2 AR 46 ) - R R 7oA
WG 52 4 B 4 T NS
| B k<] Sem?, N Tgw‘g%ohﬁ% ;Jjgf
T HEEREMO), || S MTX
S BIIL 2T 4 480 £ )3 254
FHh2-25%,
ARJG 2 ~ 4T
N T HIT-2000 5 1212 i@i@ﬁﬁlﬁ@if}')ﬁiﬁ*ﬁ?ﬁ
bR ESHE NG| | [ema KIS RBLEATROT
RIG 2 ~ 4 FHEIT -
head start 4 7 Z+ASCT

% HIT-2000 )7 %

E2-6-2 #i2EK <33 WEAMBIET RS

WA Oy TG R SR I R B 5

MB 733785 U5 B ARG . A 206 MB 7 7 W ALZ A A SE R o= o (HF
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