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SD-OCT Patterns in Intraocular Lymphoma 5
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FIGURE 2. Color fundus photographs and spectral domain-OCT (SD-OCT) images of the right eye in a 70-year-old woman with
intraocular lymphoma (IOL) after vitrectomy. Long black arrows indicate SD-OCT image orientation within the macula. (A) Before
treatment with systemic high-dose methotrexate, the best-corrected visual acuity (BCVA) was 0.5, and fundus examination revealed
small, whitish nodular lesions in the posterior fundus. On SD-OCT, hyperreflective bands and nodules above the retinal pigment
epithelium (RPE) level (red arrows) and disruption of the ellipsoid zone (red arrowheads) were observed. (B) One month after
systemic high-dose methotrexate, the nodular lesions in the posterior fundus appeared to have resolved by funduscopy, and SD-OCT
showed fewer hyperreflective bands and nodules above the RPE level reduced with restoration of the ellipsoid zone. The BCVA
improved to 0.6. (C) Two months after systemic high-dose methotrexate, the BCVA decreased to 0.2, and funduscopy revealed
recurrence of whitish nodular lesions (red arrows) in the posterior pole. SD-OCT also showed recurrence of hyperreflective nodules at
the RPE level (red arrows) with disruption of the ellipsoid zone (red arrowheads). (D) After intravitreal methotrexate (3 injections over
4 weeks), the nodular lesions resolved by funduscopy, and SD-OCT showed decrease again of the hyperreflective bands above the RPE
as well as restoration of the ellipsoid zone. The BCVA retwrned to 1.0.

TABLE 4. Changes in SD-OCT findings of 5 eyes at 1 month

Chan et al. demonstrated that lymphoma cells can
after intravitreal injection of MTX.

migrate from the vitreous into the retina."® Analysis of
SD-OCT images in our patients with IOL was con-
sistent with the notion that tumor cells may infiltrate
and reside at the RPE level or above the RPE.

The present study revealed that visual outcomes
were generally good for IOL-involved eyes during the

Reduction of
hyper-reflective nodules
at the RPE level

Improvement of
ellipsoid zone

Improvement of
visual acuity®

5/5 (100%) 3/5 (60%) 4/5 (80%)

SD-OCT: spectral-domain optical coherence tomography, RPE:
retinal pigment epithelium, MTX: methotrexate.
“Improvement of visual acuity was defined as being any
increase in the decimal visual acuity.
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follow-up period, and the best-corrected visual acuity
improved in 4 of 5 eyes with subretinal infiltrates
treated with intravitreal methotrexate. This may be
related to the rapid reduction in hyperreflective
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signals at the level of the RPE in the macula and
improvement of the ellipsoid zone we observed with
intravitreal injections of methotrexate. This observa-
tion has also been made in a study by Egawa et al.'®
We believe that SD-OCT may contribute to the early
detection of macular involvement by tumor cells,
prompting earlier treatment by intravitreal metho-
trexate and ultimately preservation of good vision..

The present study has several limitations. Our
clinical data were examined retrospectively, with
varying follow-up of patients. Furthermore, SD-OCT
examinations were performed at varying intervals
and may not accurately reflect states of lymphoma
activity or remission. Moreover, since SD-OCT images
were only taken in the macular area, lymphomatous
involvement of the peripheral fundus was not
evaluated in our study. Finally, SD-OCT is difficult
to perform in eyes with severe vitreous haze, limiting
the use of this imaging modality in patients with IOL
associated with a strong component of vitreous
infiltration by tumor cells.

In conclusion, we demonstrated that hyperreflec-
tive signals at or above the RPE level and disruption
of the ellipsoid zone were observed in close to one-
half of the patients with IOL both at the initial visit
and during follow-up. Intravitreal injections of metho-
trexate reduced the hyperreflective nodules at the RPE
level and improved the disruption in the ellipsoid
zone. Our findings suggest that SD-OCT may be
useful for detecting and monitoring small abnormal-
ities of the macula in patients with IOL and may aid in
monitoring treatment efficacy.
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E AN

K1 b ] hERBRFERERY /5E (Primary CNS lymphoma : PCNSL) ®
90%ELEIZU £ AMEKE B#HIRRY >/ 88 (Diffuse large B-cell lymphoma :

PCNSL (cX7 2 BEAEREEIS, ERELIBHICL IBEZHMEEERD
KEBEABMPLFY =P (methotrexate : MTX) ERBE L, BIEHETS

PCNSL 3 EEBEREHNIS <, ARICHETIRNBRMEL E0ERY
HRBEIrERLCMERTH 3.
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1. 1ILHIC

PR EREBEM.Y Y3 E (primary central
nervous system lymphoma : PCNSL) &, ZHrEFIC
PFHRARERINIBORE 2 RO PR AFRSR IR R
L7z v o8E2 9. EEMMEmcdy, &
FOMNEF L EFEHRITR (2001-2004 £, £ 13 1))
KN, SREBO35% %D ", KEL @K
BREE D% T 5 ML DOBHETH b 5 BIEHEEE
BTHDH. BETHIEAEPREREEEELRZY
FEFITHY, 50 ~70RROFTHEICHHETALN
(60 ML EAT58%), MBI FEAVF VY VISE
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(non-Hodgkin lymphoma : NHL) T, »2 0 % Atk
KEBHRY » /30 (diffuse large B-cell lympho-
ma : DLBCL) T& 5. PCNSL O F# 13 B4 ¥ id %
DA TIE 10 ~ 18 7 AREDOAFH M P IME (median
overall survival : mOS) & D TARRTH o 7275,
KEX M MUFH— b (high-dose methotrexate :
HD-MTX) k% & ORMENARHED T 5 ERT
B LFEREANBF 2 S EZ R T ESH LN E 2
D, BFELELEELRY, LELIEEMICEREOM
MeBRTES (B1). LAadoT, TORBLE
BEEZ L CHBRL, HRTIILPEELRERATH
%2



1 AR MTX SEDENE

Bt YA

Gd

FLAIR

ABOREMNDBEEZEEE T3 PCNSLICH LA
B MTX ERFAZHT L, Z2S0rE8shi.
B:77%EM%0. RMPV-ARE CEERE L HEK

LEk.

2. PCNSL 0%

PCNSL @izt AL EREDO LB ) DLBCL TH Y,
Zofo By ¥ ER THRY ¥ /8 fEdEmDd <
WTHAH MEENCEEEICHEMEL, g EHAE
B2 o TOEEERHE T, LiE LT perivascular
cufing * 23 5. BEERAFIEIMRZENEL, BW
WA R L, Ki-67 Bz LidLid80 ~90%I2d
5. REMAREELRACIERILBME Y~ —
(CD20, CD19, CD22, CD79a) »#BtE& &b, M
L» (germinal center) B~ — 7% —® Bcl6 (60 ~
80%), HEIMEH.LBME< —% —d MUML (90%)
FEEECTHEEL 2%, MPEFL—F—D
CD10 BBHERIFEL (< 10%), EB 74 VRAIZEEE
%C¢dH 5. CDI0, Bcl6, MUMI OFEBHIKREICLD,

DWI

GCB (germinal center B-cell) & non-GCB iZ43H &
nY, FREOHMLRBRERT NS,

DLBCL 05 FEIZFHAIRFEE LT, Mg hyper-
mutation JTEE % B cell receptor (BCR) ##d CD79
A/B, CARD1l ®ZHE L Tolllike receptor (TLR) /
MYD8S D EREIZL B NF-kB ¥V 7T VOEREE
1L, Bel2 B LU Bcl6 DEELR ESHRE SN TS

h ¥, PCNSL 2BV T ABORENBD SN 5P
EHIR T3,

(1) 3
PCNSLZEE LTREERNICEET S0, FH (1
%), BB (5 ~20%), MEREME (<1%), BiE (16
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EHBYHRETLBRMY IR, LELESRL, BRICEEZFS L6550,

%) WHRETDHILDDHD. FHTHENLIFL
EHY (40%), BREBICEELL TV HRK - 2ER
16%, BAZE 14%, BERNE 12%, N 9%) FEhd 5.
TS ETI6%ICRO 5N L%, i
EERED LI P~ 5% BREICALNS.

(2) & W

FREZR EOROBERIIMA, BHE BRE @
R, BRBBEEEL2E, 2P RMEERTES
BTN, BICHRAESORBMRALBARIAINT
WBGEDH 5.

(3) IRAU > /¥f& (intraocular lymphoma : IOL)

R EEPCRECER S BRER T 2D, WHTE M
I, IR, HMEICRET S HPfEE~NOREE
&7 high risk TH ), REROGE, WA~ND
HEOMELZY) 2TV LzWo>C, PCNSL &%
L CIRRBBE (RY v b Y TREED) AT
VIETH 5.

(4) EH&EZH

MRIDE N ThHD. HERICIZHEZNIC T1 ABH

EETRES, T2 BFAERTISE~BES, BRSR
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R 2B ER AR B —IC R, R
CARICEEE RO 5. BREICREZEI LIS
(B2). BfiREELZ LCHREEKBLT,
BRES CIISES (ADCEIVEME) 2R3, Vir
chow-Robin BEIZiR - 723 DS A D NS, ERIBET
ELTE, MiEBIE BBERER Y77 XVE,
Fvadf F—v 2, WIRE, PML 2EPBFoh,
ETWICEERBTHSLEATHS. A7 FiE
PCNSL D f /N F R ) (52222 complete re-
sponse:CR 15%, #%-Z%) partial response:PR 25%),
WRNAER S % & ERIREPMET 32 WY D 5
e, WEFEESSEEEANRECHHESEZS TR
W, WRICERT A LB 5 RETH 5.

Pitfall PP P X F0O1 5

ERWMHENDZFOA Fk5 X, ENESREORINFERE

BICEL D0, FRBICERNBRIBETITIUIIH
HY), TEELRBNIRSEIEAS.
XEEICLIKZENEH SN B18S, PCNSL»EDbhh
i, BREXCEBAEVIBSEKRE, FEAl MRk
FO1 FORARERITZIRETHS.

XML, (EPREARBINOEREMENICZTOMNRNE
FRLTHL.
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3 PCNSLDOFHETIL (M8 L HiEH)

Ei# (S50, >50/), KPS (=70, <70) Io&W SECHWT BB,
A EEELAFHRE (Progression-free survival), B : £4 728 (Overall survival)

(5) Staging

B UNB LB NGE, 2a%EEY V8
BOBALFEORBRELFHEST 5 ATV ¥ 7
ETHh 5. International PCNSL Collaborative Group
(IPCG) iz & ) Egfb s hizFIICHE ), ORAH
BE (RY v b7 Y ITRESD), OEREM MRL
B L UTREICHATTE 2 BICEHEZRIC X 2 HEHER
RE (BHEAROBRE), OFMERD D 2 EMICH
LCTOHMRL, O£HHERY) ¥ EORID:
DOBERERE (Y Vo5, HEkE - FBCT, B
HIRE, BREEFTERE: FICEHFBHEA),
®@HIV B0 FE, H*& b, FDGPET RETHE,
EHMEEY v EOFTENH 10% D PCNSL £ Bl
THRIBSNEH, BIBBEELH Y, ZoLEME
FREMEMIZ LTV,

6 F #

FHRHEERTF L LTI, & Performance status
(PS) "EDEETH A. Memorial Sloan-Kettering
Cancer Center (MSKCC) @ Abrey & #3321 L 7z
recursive partitioning analysis (RPA) A7 53T
1%, Class 1 (50 @& ki), Class 2 [0 &L EH >
Karnofsky PS (KPS) 70 BL k], Class 3 (50 #LL L

#0 KPS 70 ki) 0 3BICHEENY, mOS »%
85 4, 32 4, 11 4 (p < 0.001), failurefree sur-
vival (FFS) 14 204F, 184F, 064 (p < 0.001)
LEMTARLENROLRZ (K3). b)) —2,
International Extranodal Lymphoma Study Group
(IELSG) Aa74EbHRHINTEY, 5HEOM
M LFHRET OF# (60 & X b &), @ PS (WHO
PS2 Ll b), ®1i% LDH f (B1E), OMEERRE (8
), ©ERHBHHE HNEFHE KPEER N,
M) EF 1 RELTARLARAEE 01 OB (F
HEIFRE), 2-3 MO (PHRIHE), 45 A0 (F
BABRE) O3HICHELTWS, 2HEEFEHEE,
JIEiZ 80%, 48%, 15% (p = 0.00001) & & EITZEH
b b7z, [ELSG A 3 7 I B 2 A ai i b E
GBI EPD, REBEFBRTVERFD 5.
7) % E

PCNSL Dia##EE LB L 22 0%, BREMEICE
T3 A RRBEEMESNE (HENE) &RARBRRREE
Thb. MESHEOERE, F&LTRRIETTS
RETRAEET, BHEREE, 7T L& IESE,
FHRE, BITEHR, £B2pEIns 9. 2o
£ ZERRPEEZRFENICEME L T 2DI2E,
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ER REE BIEREHR (MRI)
HER (70%) ARSI (38%) THEES
WRER (43%) PR/ (16%) ToR{ES
EERETLE (33%) BiZ (14%), BZAE (12%) ADCIB{ET
e A e we | | /LB (9%), B (520%) BIEEZE
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| 1 ,
'Staging |N—25 1 | rmET F#EF (ESLG)
EFR, i FEFOME (MSKCC RPA) | M : =60 vs. >60
£BMRI - EE L2 ECT migE L= £ 1 <50 vs. =50 |PS 1 0-1 vs. =2
IREHMRE =R ERERTE KPS : =70 vs. <70 |LDH : EE¥vs. £EH
WA - BRI AL - FHREE - DIGERE BRERD  Efvs L8
EBER - (FDG-PET) || 7 LX4RE (HIV, HBV, HOV) ZHHEE % Lvs. BY)

SEMORL MM |

PEYLY

L5RB DR
iR - ERREOHE

|
i | REEORE

EREHFM7O—F v — b T2 % LCHB)

4 PCNSL #*EEhh 35HE0AE

AR ARSI E OMA DA TH Y, RAER
D AOOEFS (EE, BITHEE RS, HE
HE) 2EU5OoOEELMS W MEHMT A ML
QOL EMZE R LB shTwns .

Yo AR S, PCNSL ICHT 5 lioikh 2R
41772,

oda p ]
« I3 b

PCNSL O&EOFANE, ARSI X 382D
EHO, HD-MTX EBRE L TOROMED KR
cdy (B5), CREE30~87%, 5ELFHE
30 ~50%TH5 (F1). HKRBIEEEEZ PCNSL O
BETIE, BELEBLTHRERESZ LTS, HBE
) BEOMBRBEREOREL W ICE#T S
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P, BERZMEETHS.
1 #

PCNSL 24 5 R0 BHIZ, £—IS8&B IO
TeODERTH S, BABRBEEZRT 06, Y8
AV =7 % & 72 L T B ER TORERE DA
i, ARNEHPEMEHETRICEE LWL SR
TwaAR?, FAYTHITFSh A28 THRE G
PCNSL-SG1) & 7 Cix, £ - MoHua<
AR L Y EEEAFH M RE (mPFS), mOS
LHERET AEEAR SR .
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e

REEE

HD-MTX#&E (MT x3.58/m?, biweekly) HGHRASR | 40~45Gy (£30Gy+EFT10~15Gy)

A S Ty TN

5 PCNSL (Z%f9 5 A& methotrexate (MTX) & (IR 15 & Y i&iR)
Leucovorin (LV) BiFIC L3 ARMIX EERICEREBN £HTT 3.

£1 PCNSLIIHT3KE MTXERFELAOFLBERSRER Crmee & &icy®)

g% £ Joumal AELYASAB (MTX, g/m) o (oo (oY
2REBHHY)
DeAngelis LM 1992 J Clin Oncol ~ MTX (1), itMTX, AraC, DEX, WBRT 31 41 43
Glass J 1994 J Neurosurg MTX (3.5), WBRT 25 32° 33
Hiraga S 1999 J Neurosurg MTX (100mg/kg), WBRT 28 352 39
Abrey LE 2000 J Clin Oncol MTX (3.5), PCZ, VCR, itMTX, AraC, WBRT 52 129% 51
DeAngelis LM 2002 J Clin Oncol MTX (2.5), PCZ, VCR, itMTX, WBRT 98 24 37
Bessell EM 2002 J Clin Oncol MTX (1.5), CPA, DOX, VCR, DEX, BCNU, AraC, WBRT 57 NA 40
Pootmans PM 2003 J Clin Oncol MTX (3), Teniposide, BCNU, mPSL, itMTX, AraC, HC, WBRT 52 NA 46
Omuro AM 2005 Neurology MTX (1), PCZ, thiotepa, itMTX, WBRT 17 18 32
Korfel A 2005 BrJ Haematol MTX (1.5), BCNU, PCZ, DEX, itMTX = idaruicin/IFO or AraC = WBRT 56 10t 12
Ferreri AJ 2006 Neurology MTX (3.5), AraC, idarubicin, thiotepa, WBRT 41 13f 15
Ferreri AJ 2009 Lancet MTX (3.5), WBRT or 40 5% 10
MTX (3.5), AraC, WBRT 39 9% 31
lzumoto S - - MTX (3.5), WBRT 55 231t 44
LREBEEL
Herrlinger U~ 2002 Ann Neurol MTX (8) 37 10 25
Pels H 2003 J Clin Oncol MTX (5), VCR, IFO, CPA, vindesine, DEX, itMTX, AraC, PSL 65 211 54
2009 J Neurooncol Or MTX (5), VCR, IFO, CPA, vindesine, DEX 17 9t 30
Batchelor T 2005 J Clin Oncol MTX (8) 25 13 55
Rubinstein JL 2013 J Clin Oncol (MT-R-EA) MTX (8),TMZ, Ritux, ETO, AraC 44 29 NR
7 >4 LEER MTX & WBRT
Thiel E 2010 Lancet Oncol MTX (4) £ IFO + WBRT 154 18 32
MTX (4) %£IFO 164 12 37
wEepES
Morris PG 2013 J Clin Oncol (R-MPV-A) MTX (3.5), Ritux, VCR, PCZ, AraC, & & WBRT 52 40 79

MTX: methotrexate, it: intrathecal, DEX: dexamethasone, WBRT: whole-brain radiotherapy, PCZ: procarbazine, VCR: vincristine, CPA: cyclophosphamide, DOX: doxorubicin,
BCNU: carmustine, mPSL: methylpredonisolone, HC: hydrocortisone, IFO: ifosfamide, Ritux: rituximab, ETO: etoposide
* Time to progression in responding patients. T Time to progression. # Failure-free survival

(2) {bspmes

hTwa ¥,

PCNSL 233 58 b, b#FEEHLNREEZ O HD-MTX BB A2 RRSN
B7-F. MBEMEM (blood-brain barrier : BBB) ® MTX 3 AE (Bg/m’Pl) [CadEEEERST
FAEICLY, &5 DLBCL OE#KH\ED CHOP A2 ETBBB%#&M#L, Fl&HEoul aRy V&%
VYAVIZPCNSLICH LCIRERTHE LIRS SRIVEFMBOREITETHS (FHOE
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A EEZEAFHRE (Progression-free survival), B : €478 (Overall survival)

). k& (HD) -MTX & GE¥ 35g/m’) &%
DBOEMBE (40 ~45Gy) HRHICL Y, FREE
(objective response rate ; ORR) 78 ~ 88 %, mOS
3B~4H A L, HEGBEEMTO mOS 10 ~
18 A Hiclr, BIFREEEEI#HE I Tw2 (T
1, 6). REETOMBESERERIZIO~15%TH
o7z, LA L, HD-MTX Bk clE, CREAR
20 ~30%FEIICE &F D, WHBRRICHAERERD
EMAATETHS. 22 TEEEEL HDMTX &
fiF O P FEREIRE ST 5,

EEEE LTI, BEEFEZ HD-MTX ~2RRE
EFBI13H 7, EREMEREREEOREY A7 MK
WEEZLNTWAETHS Y. £/, MTXidEL
LCEHRETH 5720, BRESERIATnE I L
BHATEME L 25, BEEETFHT27:0, KEOR
WaFETHIT T 5. MTX BEMBEOFEHOz0,
ROT7T VA VLD WE HT0BE) THBE. Z0
7230, BRUCREIKEF MY oAl (A4 uv® 2k
TMAA, FARERZT7ELFVIIFZERHL, V-7
FIRBIIEZTH D, /2, MTXHEEELZ RS
AUEEMEDDH 5 NSAIDs DR 5 Z EVUETH 5.
@ HD-MTX + HD-AraC &% (IELSG #20 3t8)>"

IELSG Tl MTX & F#fICKEHSE5T5Z & TBBB
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% %83 % AraC (cytarabine) # ff H$ 5 MTX/
AraC BERIBE: % HD-MTX B & g § 2 #7149
DT v ¥ 1b4 T ARER (IELSG #20) % HifT L7z ™.
308 A13 HD-MTX BB T 40%, AraC prHBET
69% (p = 0.009), 3 4E FFS 1& HD-MTX BUHEE T 21%,
AraCHF FI# < 38% (p = 001) (Hazard ratio : HR
054), 34 OS & HD-MTX B # 32%, AraCtH
B 46% (p = 007) (HR 065) &, AraCHEmEE CH
BRGHE E ERENMOEREFRD b, Ly
L, HD-MTX BHEEOERBEIE N (3B
RS, BEE 2 ML), SRR TOFHEIH (AraC
TREEOEMIPH L) LIHRREEE (9%) ©
VA BB EPHERELTHEHBIATNS. 75
RU Lo E#E TIEER S h R v,
® R-MPV-A (Rituximab-Methotrexate/Procarba-

zine/Vincristine-AraC) ik 2 2

MTX & DLBCL (ZfRFBRAFE S T\ Bl & o ff
H#EEE LT, MSKCC %5 R-MPV-AEEOENT:
BREESEEShTwS ® P, $iZ, PCNSL T
BB AEELTEET L, BALEEE R
MPV) T CR %5 N7EFITIE, 2% 234Gy
CREL, BHEBMEDEEL LT AraC BEL T
L7z, CD20 X3 5 €/ 7 a—FVHfkTdh 5 ritux-



imab 1&, HHHICIIEBHETIXBBB AL TV 5
CERLMMA SN 526 (ERTIE 60 %, KPS
digLfE 70) T, 304 (60%) T R-MPV $E#E#IC CR
L), REBRSEZHATLZ. COBT2EPFSKE
77%, mPFS 7.7 4, 34 0S iF 87%, mOS %k
THhotz. ZFEFTO mPFS b 334, mOS 664 &
MTX BEMOREICH U BT T, FL&RERICE
HBEEOHERA LN, SRR THROBETHRM
BRERBNEEL TWe, SHERTE, ChiITty
5 PCNSL @ 12 #lIZEALZE R E L L T R-MPV #&
B 2T L, 108] (83%) T CR/CRu (CR uncon-
firmed = 1ZIZ CR) ¢ &\ CREEHREBELTVA.

@ MT-R (MTX/Temozolomide-Rituximab) -EA

(Etoposide/AraC) #i% (CALGB 50202 &)™

IHiC, ZRBH OS2 0MEDREER
AraC BiA 5 etoposide/AraC i & L Y #&{L L7
MT-R# EA #E2H1T S 17z, Temozolomide (TMZ)
13 BBB ZE AL {, procarbazine (PCZ) &R L
DNABEEAL AL, B THRPCNSLIZH ¥ 5%
WEITRENTY S ® (FF T PCNSL ICH LTid
BB, 44 1o PCNSL ICEALZEEEE LT
MTR#HEZMITL, CREBIZ 6% THo7z. 24
PFS 1F 57%, EABEZEBE TR 77%THh o7,
® MTX-TMZ &% (JCOG 1114 &E& /RTOG

0227 HER)

JCOG (HARBRREEMZE S V—"7) REEZ v —
7k, B, SEERGIELZEEL, 5% PCNSL
KX LT TMZ O LR REERET 2L TIHS V5
2MEHEERER (JCOG 1114) A4 L) EAT 2. HD-
MTX %% 3494 7 ViEdT#, TMZ 6 F &% R 5t
30Gy (PR ELFTHIUT + 10 Gy BATHEED) & HifTL
Z D%, MEEEEE LT TMZ BEE 2T FET
» 5. K E O RTOG (Radiation Therapy Oncology
Group) %, FARIC HD-MTX + rituximab + TMZ 2

T 2N
e

::rA ;5? ¥ gErsd)
BER! [P AE

L 5 EALFEERE 336Gy ORI E % KT,
TMZ I & AEREEZ 10 94 7 VT3 545 /1T M
RBE AT L7z (RTOG 0227). BEREI BT E 36 45T,
mOS 754, mPFS 54 4, 24E PFS 636%, CR &4
15% & #HiEshTns ®,
(3) HstgE
PCNSL IS SR EZ D , TERBETRBED
BEREE LTERINTW ., B TEWREME
MR OO, BEFIIEMBRSHERSH, BITR
HTRESHNHEARTSEZLOATWE T, %4
RS OFEREIIFRED N T, BEHRER, &
12 30 ~ 40 Gy (1 IR 1.8 ~ 20 Gy) A S B,
L2L, 2RESTEMTIE, mOSA710~ 18 7% A
CEEED P, LBBMEDHAT T X R VERO AN
WHEGRD., LichoT, METHRESIE HD-MTX #
BALFREROMEDEE L U THifTT 5 2 &2 8E
OEREFEL %2, MESITBREESEE) W
EBMEERLLTO LT, BEONEETETY
THPSHBBICKTL, EAEFLECRLEEN
U5 BFBmERE CHEN EIIL, 5ERMRR
FEREERAHY 25 ~ 35%, BIE T HILTERN?30%ITHET
BELH|EINTND,
RAEESEEZBERT 2 BT, UToORESR
ABNTWS,
OEFICXH 3 HD-AraC BikIC &£ 3 HE o &
FAYDIN—FI2& 55 V¥ r{LENHRE (G-
PCNSL-SG-1) #5#1% PCNSL % 3f &2 HifT < h ™,
HD-MTX #RiE#%, 2RESH & HD-AraCH DO T#
BWE L7z EBRICHE SN 318 BITO mOS i34
IR T324 7 A, FEBHEBHTI7L A H, mPFS
3% 1837 H, 119W ATh o7z LB
LV AFHRTIEERETIIRD T (FEHEE
B :ESHERATEY), ERXRMREREEREME
TEmZRLZY, BEICHERT 2@ % ED7%.
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QO E R

ko R-MPV-A EETE, BACEEECTCRE
i, HEO LB % 234Gy ICRET 5 HET,
BWE TORMBELERLoO B Y, arkk
FHEEON TS, HER I HICRMPV EEY
8 YA 7 WiffT#8, HiE® HD-AraC #EERIIC 234Gy
DERBHZITOHEENMBHZOET IHOT V5
AL THFAEE (RTOG 1114) 2NETHTH 5.
QOKELFEE+ B RBMEEE

(M &EAF T ERE)

CREGLAFRZMETSHNT BRBMEE
# (autologous stem cell transplantation : ASCT)
ZHEH L7z KE1L25HE (high-dose chemotherapy :
HDC) 2"E%HB L U915 PCNSL 123t LAA BT
5%, InLOHRETE, EFEEEGLERNBTFL
FERBH LN T2, BE 60 KM OEFEERD
AU RIZRY, BEEEHEENSL b VE, &
RS ZEHE LIRBEFS W L, BIZ10%EER
BDEEBEERSAORD I L2 L, HBATIEIER
BHEROREICHL EEZ OGNS, BE, BA[LY
FEERR IS BB ST vs. HDC/ASCT (BCNU+thiothepa)
(LD ICEMNFERTE) 2HET 55 V5 AERER
(IESLG #32) 27hbNITn5,
(4) BWE

PCNSLIEF D#EFE T 5D 5 60 %d 5\ 70 ik
U EOBE#WEIIH T 5 ER TR, BREOEBEREME
#M (delayed neurotoxicity) 2K & @S E LT
BIoh5s P EFEOBMESE L, EEOBER
PRl LHbBRICEFOQOL KT IAERER
D, TORROFERVFEMBHTHS. LizhtoT,
ERE B TIZTEEZ B ) A1 VAR C O LR RS % [
TAHIEPHERIN TS,

BEATH-o Th, BFREE - FRESSR - Tn
NE B E L2 HD-MTX £ b SR EIS T T,
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—EDEYEE, 0S 14~362H) "EohTw
%% 7 MSKCCH5Hid 80 bl (B&E# 90
) THIT L A EDRER (23/24 B) TlhES5EEEHH (F
E LT MPV#E) MHTHRETHo e MEINT
w5 (EREE625%, CREA58%)™. Lal,
(b E BTl mPFS WAEWERICHY (7T~8 7
A*T, BREICENBHYET 22 EAS0H
METH 5.

5. HHUIC

-
v

PCNSL TRMLEREDOER & FAEM IR S
NTETBY, MEDREBEOL &, EYRLFR
BEVIAVDBRERELRBTVEOTERETH 5.
SRELICOTEMFRMEOER, BWEOHEER
E, BEZERABRIGEST, B L OHBERBEMEENE
DEFA, FEEDEREROUFICLEATHS. B
2, FRSTFIROBREORSRE LERRBRORE -
EZOHE L 25, bhbhfEAREIC BV
Tid, PCNSL OyRE L e L CEML, MBEA
FEDL X UBEHRARE, $SHERELREEE
EHEL, TOMBNEEL LTAREOBRLIEET
HTENFEINSD.
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