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(Clinicopathological studies of primary splenic diffuse large B-cell lymphoma)

R EEMN] B OoEIXMIEEMEEEDO —>THO . A VRN SR AET HHE
HEECTH D, BEHEY NEITRSF Y URNEEER TRV RED 2 DI KEL
4 HZENTED, BRIZBWT, "UF Y U AREOMHEEIL 5—10%RE TH Y IR
XY RO EDDEENL N, FERTF U CNEIL, & SISO B MR
U oXf@EE T/NK AR Y o8BI S, SEEE LTI B MifaME Y o EAR Ry %
H5H, BRIZEWTBMatEY v oREITEEY CNED 10% %2 5056V U\ ETHD, B
ARREPE Y BRI N R Ak 2 AR A FEL TR, BREL R T,
FBAMANEY REIZHEHIMIRETH D U UREIRED I 5 ) AR T H D .
ELICITER REMRERZTER T A2 RN TWD, MIEIXAEN TR K& )
MO EEERTH D, MK 80—95%% D HMBEIXY Mk E L CRZEICEET 5,
— 5 CTHA&R D 5-20%% &5 2 AR IZIMKE Aita, B e m kL LmmEkDRER Ex
iToTW5, BIBIZEEY A BIZEWTHEO®mWIREBGDO —2>ThD | 1ZIXT T
ORI VW TRMBERDLZ EEINTVWDS, 2L, MBHRED %2R D primary
splenic lymphoma IZFEFIZENTH D & I TWD, BIIEFE CTIZ primary splenic B-cell
Lymphoma O RELfk T A JE 2 B PRI B2 ) 22 B I > W T, TR Bdtii s T o 72,
% Z CTHZEE T primary splenic B-cell lymphomal60 5] D AERRALAHEE 2 M3 L. Diffuse
large B-cell 1lymphoma (DLBCL), Splenic marginal zone B-cell lymphoma
(SMZL), Follicular lymphoma (FL) &\ KeiE D 3B N 2K D 83% 2 HHDH Z &b
o7z, HplZ DLBCL 1%, 42% % L, primary splenic B—cell lymphoma @ H1.05AY 72 FH 5%
MThHLZENbhrole, ZORBWREENSL, S HICHEFEE X primary splenic DLBCL
WCEE L B EHRESEE S5 2> b e — L DLBCL (Primary splenic DLBCL LL4+ @ DLBCL
JEF]) & O R 21T > 72,

[A4BF & VAR KR IR RIS B\ T 2005 4E0 5 2015 E (22 S huv- 66 4
@ primary splenic DLBCL & 309 1 = > kv — L DLBCL % W CTH#isf L7z, DLBCL IZ8
7% cell of origin OMBFTCHEEAMIICB T A2 REREOTEMICEL Cidar~< U U H
EXT 7 4 @M (FFPE) iR &2 W e s ik e b M 7 v —H oA N A MU —fRir ik %
fif > T CD5, CD10, CD20, BCL2, BCL6, MUM1 D Hifk & H W CTheat L 72, TSR O 30% LA EiZ
Btk Td o 1= JEFI &2 Btk & 36 L 7=, Hepatitis C virus (HCV) BEMIEGIOEFRIT 2 kb
AT 3 WRIEAL® immunoassay kit (Monolisa anti-HCV Plus, Sanifi Diagnostics
Pasteur; and Axsym HCV Version 3.0. Abbott Laboratories) %4 AT HCV HU{KH 5
Th DIEM 2 EHR LIz, EIKFEFR QB ORI A =M EH H L Fisher DR
Ex{T->72, Overall survival (0S) & Progression—free survival (PFS) ®4ATEi#RIZ
T~ A Y —EE O TR Z1T 272, 0S,PFS O KK A > M EZFH 4 DLBCL ®
B, HIE L, Ao lERizE LTl log-rank test Z W THE L7, HEHE
Mrix JMP, version 10 (SAS institute, Tokyo, Japan)ZfiH L T#FF L7, P-value of
0.05 Z#EH PR AR AH Y & L THRF LT,

[#5 5] Primary splenic DLBCL & =23 k& — /L DLBCL O thifgs Tl 0S I 1L F8 0 H 72 h
S>7=H DO, PFS X primary splenic DLBCL X = b — L DLBCLIZEE_NTRHFTH 7=
(P=0.04), F7= primary splenic DLBCL (% = > k & — /L DLBCL |Z kb~ TEE & 72 B IR i Bl 27
M7k 2 A LT Y, B HCV FURDOBEIER A Em W (P=0.002) Z L 2L NI TE 2, £



Z Cprimary splenic DLBCL & % #ULA#k 0 DLBCL (#5789 28 ¥ AL 3 Lk 1% 72 W DLBCL, LA
F. DLBCL without primary splenic) (Z43F T. ZF i Fi HCV FUiRGME « M40, L
B2 B oz 2 A, 1240 HCV positive primary splenic DLBCL I3 bk 8k i 2 i
EHEIZ R A SN D Z EME <, PSBEAFRIEFNZ . Cell of originiX GCB type 23
W2 ERbhoTm, Zhizxt L, HCV positive DLBCL without primary splenic JEH]IZ
BUWTIX non GCB type &<, MEF DS FIHBITE RS REELE R T I ENTE T,
X 512, HCV positive DLBCL (HCV positive primary splenic DLBCL & HCV positive
DLBCL without primary splenic) 23V T HCV 23 EBEAYICHEE B AN ISR YL L, EE
e B4 2 Al BEME 2 Mt 5 72 8 HCV-RNA in situ hybridization (ISH), HCV RT-PCR,
NS3 DG 24TV, —EOIEFIC B W TIE, U U R EMARNIC HCV BNFEETDH 2 & &
FERH L 72,

[%%2] Primary splenic DLBCLZ 2> b — L EEL R CTHEICPFS BEI Th - 727
KHZDWTIE, BiAx RERNED > TV D A RBMHEN H 5, 87 il primary splenic DLBCL
THRE SN ZBERICB W TiE, R S 2B R S22 2 o 72 BEIC X T PFS AR AF T
botcbHmBELTBY, ZORKE L THAMIC X 2SR NBEGR L TV 5 AFEMEIC
DWTHERMLTWS, Fo, B 20EREOZMICEHL TH, BUI7EE TITER A 7ol
HERH D, BRI, FFEZE, BYERFX, o BE7 T oML v, K
H1 D> NK e D AL <> CD4/CD8 th D H#§ AN, IFNy OEMMA R o n & oG R H 5, Nl
FaE ok U CHFUIBR & [RIBFICEE 24T 9 2 LI X o CPRS MIER L7t MiESIN TRV |
CORKFE L THAIC X D 0EKEDIRIGEIL D —DOBERTIXRWNEEZELIN TS,
COXOIRMAEEEBICNA D L. PRI X DGR & REIREED LS primary
splenic DLBCL 72821 > hm— L DLBCL XY PFS NEH TH > 2R D —> T - 7= Al GEM:
N5,

B HIAIZ HCV 2 E2RBT AN T LAV 2 =v 7~ 22 H W BRECIEE% 600
HLAPNIC 25%I2 DLBCL 283 L7t 8B LTV b, 26 DOMIKE V7= microarray &1x
F-IEEBLMEMT Tl ¢c-FOS, A20, C3, LTAR72 E D alternative & (N canonical NF k B pathway
WCHEET 28I FORARE 2RO E L TWD, NFkB DL L non-GCB type D4y 4
MR CH Y . ARFZE TR L7~ HCV positive DLBCL without primary splenic IZ
I% non-GCB type NE L AL DHEWVIFAICHFIFELRY, L2rL, —F T, HCV positive
primary splenic DLBCLIZEBWTiX, FIUL HCVIERLEZ BT A28 00 5T, Cell of
origin |X GCB-type WA B THDH EWVWI HENDLEZ X AT, HCV KT L ESE
BOHEIICE b TWA XYL, &2 LA B-cell lymphoma @ initiation (2t > T3
Db LR, EEEAEEOERIZIEV, I REE RO s ) LR NFES
HE/2 D ET. GCB-type I & non-GCB type DEE N/ Tn< EExNIE, RIFZET
RH LRI FE LR,

AMFHTF VT HCV-RNA ISH, RT-PCR, NS3 OfEHr» 6. —EOREFIZ BV TIE.
U U R EMMBNIZ HCY WNFEET D 2 EMFEATE 2R, 20— 5 T% < OJEF| TIXFEHA T
X ol-, ZOHEAE Y HCV X B-cell lymphoma @ initiation (ZBdi>> TW5 & W 91K
FACFIE L, BLBREWNZ &2, HOV (Z—\EORRETH - TH B HificEE AR %2
SlEBZ L, VAN HERO—KRIZR L AEEREH ATV D, BARWICE in vitro ®
FEERRIZBWTHCY DJEGENAID 2 ENABBTOEREZ EAH XG5 E LTS, EEEIT,
HCV B4 38 o JF Al B g (HCC) 123 W C b S MR (X FE AR IS e R T A L A HE S T A
JVABPERIZHEA LT Y, HOV T ES O MBI W TEETIEIH 528, &
BHEFF~IIML T LHEBR L TV D LIRS 20, ARBFZEIZ B W TSR N IZ HCV O fF7E
ERERTCXRhoEFICENTH, £0O—5IZIEMAEA HCV 23 1ymphoma initiation {2
BNT-boD, 20Kk, EEEENERTLIH T, 2ZA000HE THIEBANSL Kb
AREMEN D D, E-BIOFEEMEE LT, HCV IZ X D B M ~DEBEY xR <, B



RPURRFIE Y RBEORKIZE G T 256 b B EILTE T, 4%, MOtk % 5%
WCANT-RABRMLETHD EEZ BN,

[#5# ] Primary splenic DLBCL (X =t h m—/ L DLBCL & Hiit L C & £ & £ 22l K5 B
RS A BT 5 084> 7, 2 primary splenic DLBCL I2BWT., AE#£E%4 b5 T
HCV DGTERNE N E 2 LI LTz, & 5IZ, Primary splenic DLBCL /72 < &4 —
HRAE B CIXBEE AL NI HOV MR L CTW D Z LA GEB T 72, AMfZE TR SNz A
23 B HCV (X E 82 B IR I G U | s~ D JSAEMEIZBSE# L (B-cell lymphoma @ initiation
WZR 59 5 Al Re e R S vz,



