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295 emxS em K/, BUH G BPE2E  AEEIR , TCAAL TR, HE
{5 J5 W R s A s, KA T4, TRAEE, 1 MAR
B LR W, HERS AR K B NS, ke
TIRBE B oM AR =5 R A I vl g, A T D i
Bl FRESE 7, 2910 emx6 ecm K/, FEALT T2 30 ecm, B =11
I, 55 7 W VIR DR 72 181 5, J) AT fih B i o obk
EL4h, F20134F 12 F 27 HATREES I M - VB R 2 25
Wi W) & AR o ARG R BL2ERG A 25 R I K/ 9 emx4
cmx4 cm, 5 T U457 BB TE A 2 28 90 R A bk L R 4
PRI IE DL 25 KR IR, AR KA A% RN A3
K, BT L0 s FE B, 2% b e sl B LA 1~3 g R A% A,
T o SRR, AV s A i R 2 A2 9 B AN 4y
F42 WIT WL SRV AZ A 2L 18] o 0l A AR W X e i Ak
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(+),CD5(-) ,MUM-1(-),Ki-67(#)80%+),CK(-),CD56
(NK-1)(+),CD79a(+),PAX-5(+),CD45(-),CD23(-),
CD138(-), ALK (=) ;i HI2 W : (%) %5 DLBCL, A4 &
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DA, F20144E 1 H 18 HEIRAMEKREL, R T EIEA
PR AT BRI, JEAT T THES, A A2 R IEHR T fih A2 13 emx
5 cmx4 em K/MuUEE, Bl | 15 sh Pk 22 b B 5, IR
fih S Jie K 5 B8 45 Mo e g 22 b R 258 — R B BB 231212
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KEIEH 5 BRI AN AR 2527 i BTG AR B A A 2 oA
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TR e R I S Sk S U I A AT X R
MZERE B B (R RE N T FEHMGE , KN
2.7 emx2.1 cm) 34 % BLIk LRI, BB 12 W7 R [ 25
DLBCL(E 3 5) IVH# B4 IPL 4437, 43 CHOP (¥ ik
Je+ME R b R AR IR JE AR ) T AT T IR A T
Je AT Fr i /I O HESCHERE . SR e L8 A A 2 T T
I HRIE R, TR B 1252 EHS AP (AT -+ 471+ rT
ML+ R JE e ) 7 AT AT R 22 N IR AR I 4 RN
RO BRI R 452 1 EHES HERE AT HES CTHR 2 N IR
W F XA B 2 8k TR a0 R | B8 e A0 A PR AS 3022 '
UK ik, /NBAERRAE S . 7% 158 X CHOP M ESHAP J5
TR 22 , WA T G o AR B B 2R+ BB I e+ 5 i+
ke e r A7 A7 a2 T IR In 45 R, B
THMSEEESZ A WA MIIE T 7 N 4 RY G AN TR )
AT BT B4 /N, 2014454 A 8 H B # FkHE
I OO K ABE , AU AR BT R BOIRES , AR I AT
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G FE I, CD20 FT 520 40 M3 06 | 44k 5 8 1 i
ATV B 40 H B8 CD20 IR TR B A BT AN, A WF g4
DLBCL % CD20 FRIAFE I ey , 18k bk U 400 1 il 2825
CD20 FIAFRERE AR . CD20 J&F %5 Bt ity 4 T4 e
4, R-CHOP J5 Z&1kJ7 B i CD20 fH 1 DLBCL —£8 3477
FE R 2 B HU A 1L y7 v] 3 $25 DLBCL & % A9 )7
' M2 B T 1gG A 5 CD20 854 fith & #MA UK 5
PEANIE 1R (CDC) K75 T30 00 A0t 7= A Bt A A st 1 40 At
FEVEHI(ADCC) . CD20 Fik 7KV 5 520 F| 28 b /v 5
) CDC K ADCC & h; '™ o REfE 4238 , % DLBCL i #
CD20 3A T R B H UL 1 FH A28 e i 25 52 & /i
H LT FR B RO R AR Bl SR Y A Pk
B CD20 235 N 8 S BOR Z 15 BB VA I T UM AR
[ 4MEE CD20 B DLBCL F A RRak S5, i 24m i 431k
) DLBCL . ALK FH ¥ DLBCL . Ji¢ Jig A5 3¢ B 2 Jitd itk I 9%

L A RS FIEASIE LA RRR W AR I, H s
201k ALK B CD138 ¥ M [AYE, R & CD20 BAPE DLBCL
sk ) . A 3E & CD20 B DLBCL £ % 1 CD20
(MS4A1)mRNA ik /K0 B F CD20 BRI, MS4A1
Jet Bl B G DX ARG ) B P 28 AR AR R E WS4
Z K5 200 B 4l AR R BRIC KA , (X Pax5 B, CD20 .
CD79a.CD10, CD19. CD23 % B 4il Jifl b5 25 4 45 B ¥ , Chu
454 3E CD20 FATE DLBCL 3% 4 A #1k B 4N 2 % Wt
Ji, 40 CD79a . PAX-5, HAZ 38 1) 7 il CD20 Ff] 4 DLBCL it
# ,CD79a ¥ BAME  PAX-5 A 1 il BH I , A5 i 5 2 A4 .

Tokunaga 55" 4238 37 4§ & DLBCL 1 8 f4i] CD20 B P4
B b 2 BIAEAESE A2 B o v Ll R 2 g G F 5
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