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K3k B A VT (Bend) £z 5 T 19 42 60 4F £ ¥ M
Ozegowski 55 £ 78 [ & i, & — MR Al s 254, 3 B
St AL TR NGNS AU 9 U D) B, FEAARS I B I PR L 5 HAt
RN T RRZEIT (CLB) ABEBERE (CTX) K RS2
AT (Flu) 58 X251 MK . Bend PUMR AR 40ARAE FH 3=
T ) F DNA U FUBURE I 20 b A1 I SS 1K, 52010 DNA )
AE5 G AL, T2 DNA 5 8 B2 8] AR 5T 5 2 B2 )
SCIR R IR A S AN AR A 40, IE4AEK, Bend 124 &
IRA 2G0T B 40 Rl 78 2 4 U B8 1) I R T 5 Bl 821
Ji& , BUEE LG PR FH BRI 72534

— Bend 7E 18 bk LA A 1 9% (CLL) 4 i

(—) VAT

1. Bend BR24j : — 51 [ b T 115 PRAFF 5% L4 T Bend (162
1) 5 CLB (157 ) 1l CLL W1 HE AT 997 S22 kD
Bend ¥4 100 mg/mz,’éﬁ 1.2°KX,CLB 0.8 mg/kg,’éﬁ 1~15
KA, 2097 6 7. Bend 21 F1 CLB 4014 &
2 (ORR) 43 31 68% 1 31% , 58 4= 25 ik (CR) F 4331y
31%7H01 2% ; T 4111 JoHE 8 2= 47 (PFS) i (] 3531 Ay 21.6 71 8.3
A LA (DOR) B [H] 43771 4 21.8 F1 8.0 1~ 1, 45 2R
7K Bend J7 244 T CLB. Bend 4 32 %2 1fil ¥ 2% 851k b vh Mk
AR (27% ) /IS (25% ) FIEL M (22% ) , M i~
TN A (24% ) %0 (31%) FIIKIE (25% ) o AR I I AR
45 R, 2008 4E 3 H 21 H & B & W K 25 5 4 B 2
(FDA) it #fE Cephalon 2 w] /) 5 /i2 Bend F T CLL J3RY7 o
2012 4 Knauf 258338 7 H 07 B 15 54 4 H J5 09 o £k
Bend 20 F11 CLB ZH 1) CR 2435124 21%71 10.8% , Wi 411 PFS
B ) 435910 R 21.2 A1 8.8 H L B R URIAYT I E) 4351 4 31.7 Al
1004 s FE AL B v, AR (565 2/<65 %) IR YT I
(/7)) X H B4 47 (0S) JEHH 5%, {H K45 ORR 5% CR ¥
1 OS WA T~ T8 S 7 s R 3k 2 i (NR) 2, H CLB 4 5%
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ez DL FIRYT AR I 5 T Bend 415 HH UL T A
Bend {8 CLL #J 44747 # CLB T AE 355 ORR £ % CR, A
1M 4E KOS 1], [H It Bend B #fE #2450 A3 A 52 FCR
[ Flu+CTX+FZE BT (RTX) 17 3497 I CLL 8 1 Ih
BT

2. BR(Bend+RTX) J5 % : fi[E CLL A5t 41 (GCLLSG) JF
JER) T CLL 2M B 55 3974 T BR 7 2648 117 514735 CLL
F PRI RO AN B ™ BR 7 EHAR 7 - Bend 90
mg/m* % 1.2 K, RTX 375 mg/m* (55 1 MTFE) 500 mg/m*(4f
2~6 Y7 ), 28 AN LT R, IR ZTRIT 6 YT . ORR K
88% , CR # 23.1% , #if 73 22 fift (PR) % 64.9% ., & Jf del
(11q) . +12 . del (17p) S i ¥k 2 1 H ik X A] 228 X (IgHV )
TC5E7E B 1) ORR 43 1 90% . 94.7% . 37.5%H1 89.4%.
PWREE 27 A4~ F, Wt o4k A= A7 (EFS) B )y 33.9 0 1,
90.5% B EEE o 7.7% M B KA 3 4 GURYs ;3 4
ML A AR D /NSO BT AL Y A A R 4500 R 19.7%
22.2%.19.7%.

GCLLSG JT & 19 I 4 CLL10 A5 %F FCR J7 % 1 BR J7
FAEVISHIG CLL HR YT ALIEA T T e, HoE B 5 b
FYFEL I PFS , IRELEAE b AR R ™, 2014 4F ASH 2%
WHRGHE TIZF 5T R e 2045 0L, 76 688 1 JC del (17p) 1 CLL &
o, Y ORR JE 22 5 (97.8% X 97.8% ) s (H Wi ZH FRH 1)
CR #(40.7% %F 31.5%) .PFSIF[a] (53.7 4 H 4F 4324 H ) 2%
SAGIFE L FCR TR T BR IS, HFCR T ER
/N 5% B 9 Ak (MRD) B 4 % 5 T BR 7 % (74.1% X
62.9%) ; BR 7 BRI ZAVEIL T FCR 5. £ T Lk
H RTHER BR 5 B/ M AG I del (17p) BYZAE CLL i—4R34
g

3. G-B [Obinutuzumab (GA101) B4 Bend] 7% : [ b
W GALON IR HIE T G-B 7 1€ 20 il 4136 CLL )7
3, LA - Bend 90 mg/m?£f 2~3 K, Obinutuzumab 100
mg %5 1K .900 mg %52 K .1 000 mg 45 8,15 K (55 1 N7
) .1000 mg 55 1 K55 2~6 7FRE) , 28 d N 1L MFRE, fe
IBIT 6T FE. ORR K 90% , Hort CR 3 J A ik 58 2K
21 CR(CRI) 518 20% K 25% ; (i kil i 23.5 4, &
HEBREE R MIET ;3 84 b VR gn i /b & R N
55%. G-BJT RAEWITA CLL B i iyl N .
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1. Bend #.24 : Niederle % #3778 R 322Z 3 AL
VAYT (£ CLB)J5 & & 11 CLL .3 rh — 48 v T Bend (49 f5i])
3% Flu(43 4] BY¥7 %%, Bend 100 mg/m* 45 1~2 K% ,28 d M 14~
JP R, Flu 25 mg/m’ , 5 1~5 K ,28 d b 1 Y7 2 ; Bend Al Flu



AR MR 2485 2015 4F 11 H 5536 %55 118 Chin J Hematol, November 2015, Vol. 36, No. 11 -973-

) ORR 43 %1 7 78% Kl 62% , CR R 43 %1y 27% Fl 9% (P=
0.057) ; ikt 34 4~ A , PES IFIR] 2331 R 20.1 #114.8 A
OS B E] 439 43.8 F141.0 ™ H o 1ZMWF5E 3 BRI e Ak 771
B R EFEF, Bend fEN 2807 £ 5 FluyT 80 Y, il 1E R
— AR RS

2. BR 5% : GCLLSGH[H T BR )5 &1 K MEIATE CLL
BAE RN IR IR R ZS R 78 BIA LA T,
22 141](28.2% ) XF Flu i 2, 14 4511 (17.9% ) & Ff- del (17p) . BR
75 % BAK YL : Bend 70 mg/m? 45 1~2 K, RTX 375 mg/m’4f5 0
T 1TAYFR) 500 mg/mP4 1 K (55 2~6 N7 FE) , 28 d W 1
PR, B ZIR9T 6 T 2. ORR } 59%,CR . PR . nPR (45
5 PE PR) A3 B g 9% . 47.4% K 2.6% ; Flu it 25 % ORR N
45.5%,del(11q) \+12 .del(17p) Fl IgHV JoZAL & X AT Y
FRCH S 510 92.3% . 100.0% . 7.1% . 58.7% ; 1 7 Fifi /5
244 F W7 EFS B R 14.7 N H o TR EIRY I & AR R
12.8%, 3/4 G YA 40 Bk 2D | It/ N A AN I e A R
3949 23.1% .28.2%F11 16.6%.

BR 5 51697 5 R MEETE CLL B iy TG R 96 1 E 7R
HEAT, 2012 4E ASH 25 I Leblond 25 * 4238 1 BR J7 2 il
R-CLB(CLB+RTX) /7 IRIT WA ME K MEIE M CLL B #T7
A0 b B (MaBLe) I R ZE 1 S5 5 . BR 7 S 1
Bend 90 mg/m*(#] 75 ) .70 mg/m* (& K MEVGEPE) 46 1~2 K,
RTX 375 mg/m*(Zf 1 7HE) .500 mg/m’ (5 2~6 TR 1
R,28 AN PR, 2 IR97 6 1T R-CLB /T % H RTX
H7EF BR 7%, CLB 10 mg/m?, 55 1~7 K, 3L 6 72, Wi 6
TR NR ZEZE IR CLB 225 6 M7 . 339 il s A
2H , T PEAS % 126 14], BR J7 2820 58 14 ,R-CLB J5 %540
68 1, AR 74 %, 85 B WA ER 3, 41 B B2 R MR M
B AR Z T AR T ECh 6 NI R . BRITR M
R-CIb J5 ZE4H 1Y CR Z5 514 24%F0 10% , BiZH 4016 % 1) CR
AR 30% 1 13% , B & XMETR A9 CR 431 4 11% 1
4%, WIAAEH] BR A1 R-CLB )5 Z AI{E W ANIE A Fluifyr &
FIAESERE, H BR TS CRETH 5,

3. BM(Bend>KFE B ) 7748 : GCLLSG 7£ 59 4l 52 & Xk
WG PE CLL B P iRl T BM 5 0097 5°, BM 7 i -
Bend 50 mg/m’ 4% 1~3 K, KFLHEHR 10 mg/m®, 55 1 K ,28 d M
LATHE , I Z AT 4 7. ORR M 51%, CR R K 8%; 1
BBl 204 H , oAz PES ] 224 H , OS I [E] 24 2741 H o

4. BendOfa (Bend + ofatumumab) 5 % : I #§ £ b .0»
GIMEMA £ 47 )& K XMEVATE CLL 34 e T BendOfa JF
ZEMYTRCRI 4, BendOfa J7 %8 FH 7 : Bend 70 mg/m’ 57
1~2 %, ofatumumab 300 mg 45 1 K .1 000 mg 45 8 K (4 1
JPFE), 1000 mg 26 1.8 K (25 2~6 17,28 d 1 N7,
W2 6 MFFHAYT . ORR N 72.3%, CR N 17%; T
Bifiifi 24.2 1 H ,0S 79 83.6% , PFS 4 49.6% , {3 PFS iy
23.6 1 ;14 I TPS3 JE R 5 (e F/al 58 48 ) & SF3B1
AR R4 1 ORR K PFS % b I, ™ E L B A
6%, 3 G LA L RN 1) K A B R 61.7% . %A

3% 32 W] BendOfa J7 48 J % TPS3 5% J% SF3B1 548 LIS &
BMEARYECLL A WA RUTR

5. R-BAC[ Bend-+ i 4 i 11 ( Ara-C ) +RTX ] J5 % : Carlo
SEMIRGE T R-BAC 5 R AE 1310 & fa &2 R VA 1 CLL i
SR, R-BAC %1% : RTX 375 mg/m*4f 1 K, Bend 70 mg/m’
55 1~2 K, Ara-C 800 mg/m*4f5 1~3 K ,28 d Jy 1 7He, dea 4
J7 1. ORR W 84%,CR %K 38% ;& 7f del(17p) # Y ORR
R 78% s FRALRET 174~ A, H L PES B[] A 16 4~ A, OS ]
AR F 5 3/4 G H P A0 B/ Bt /IR R A e A AR
84%. R-BAC J7 %0 & fa 2 A MG T CLL B IR YT ik
EE

6. MK &5 J2 (Ibrutinib ) B4 BR )7 % : Brown 252 7 21
PCYC-1108 il 7451k 55 Je 5 BR Jy REXKAIRYT 30 Bl 52 &
MEVATE CLL f3#, ORR 4 93.3% (H:H CR % 16.7% ) , ORR 45
Bl BR 5 55 40%, 12 K 361 F B PES 45341 4 86.3%
70.3%; AN B FOEA UL B30, %0 R e e A
BR 7 &0 TR 7 & & MEGYE CLL, 1Y HELIOS #5311
TEBE— B ERUHK & 2 Je B4 BR 77 RIG9T B L MEIATE CLL
BEWY TR

. .Bend 7E1f 14 B 4 i IE2E A5 4 Ik LU98E (B-iINHL) I &
ALK L9 (MCL) Hp 4 iz

(=) WA %

1. BR 7 %8 - 1 [ — 301 £ w0 T I AR 5T (SHL ) X 42
% BR J5 % (274 9] ) 2 R-CHOP (RTX .CTX . K HFHb . £ 3%
oA TR JEAS ) 5 58 (275 ) 3R Y7 19 T~ IV 13412 B-iNHL
MCL B #7197 &0 e 52 . BR T Z B4R : Bend
90 mg/m* &5 1~2 K ,RTX 375 mg/m*#f 1 K, I 6 M7, %
% BR } R-CHOP J5 27/ J7 1 ORR 43514 93% K% 91%,
2 F TG X %2 BR 72 % 1 CR R (40% ) i
1 T3 R-CHOP i 21697 # (30%) o HPviiiti 454 H L1l
F WAL PFS B (0] BH 0 48 J5 # 1E4 (69.5 % 31.2 0 1 ) s i
WR BTS2 VL, A RSB & a1 ek
T2 B I e 1) e 1 2R 340 B S ARG o I 9 45 SR 4R /R BR
7RIS PRI 22 4 R-CHOP J5 -, b SR N AT VRYT
FRAERY B-INHL B HIRII6 T 550

AR T BRIGHT BIFFE X #2532 BR J5 58 (244 41]) &
R-CHOP 5 R-CVP(CTX KA #k Tk Je i ) 15 52 (223 i)k
T2 B-INHL J MCL SB35 1 7306 Euigt ™', BRJY
% BRI : Bend 90 mg/m’ 45 1~2 X, RTX 375 mg/m* 4 1
K,28d K LR, 6 TR, TZH 3T 1 ORR 4351 K
97% K 91% , A R I 3540 25 5+ AN . PFS K OS B[]
IRE, IR BR 5 R 0]/ 8 B-iNHL & NHL %
VAT R Z—

2. BendOfa J5 % : i — 01 11 310 5% 94 T BendOfa Jy
ZAE R B-INHL S E VIR BT RO 2, 49 4
H AL, T3% J uE Ik 9% (FL) . BendOfa 77 %5 5 : Bend
90 mg/m*%F 1~2 K , ofatumumab 300 mg 58 1 K .1 000 mg %5
8 R(EE 17 FE), 1000 mg 55 1.8 K (55 2~6 Y7 Hi), 28 d
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H1AYFRE, 6 AT . ORR N 90% , CR o 67% ;40 {7
LR IKF PET/CT KA 77 AL PH T AL 1) FR 3 TR iRy T R 1 1R
4 88% ; 4% FLIPL V4343 20 f . 'h A& . /&5 f& FL £ 35 11 ORR
235K 100% . 100% A 92% , CR Z 50518 75% . 79% M 77%.
FERYAR BB A (61%) V2 J1(55% ) B id: AR 5 I v
(45%) . 1ZWF5¢ 31 BendOfa 75 B-iNHL 53 H (0788 M %
215 BRITRMY.

(=) RMEATEB-INHL }2 MCL 53 13497

1. Bend %2} J% BR J7 % : Ohmachi 25" i/ 1 Bend 2125 %}
5 R MEVEPE B-INHL (58 44 ) 2 MCL (11 49) B % 3647 11 8 %2
O I RIS, , B  Bend 120 mg/m?, 45 1~2 K ,21 d 4
LAY RE, L6 TR, S5 IR ORR N 91%,CR K 67%;
Pk 12.6 47, o5 PFS ARk 5, & & MER T B-INHL &
MCL B3 1 AT PFS 2853 5110 70% 5 90% ; 3/4 % 1 4
JHLRR /> K M A0 s 1 2 A 3R 53 R 65% S 72% o F
45 i — D IE 9 Bend H1 253497 B-iNHL M MCL /& &
Ev @

Robinson %5 " 47 5 Jif Fl BR J7 £ Xt 66 #] &2 % ¥EI6 H
B-iNHL J¢ MCL 35 #4712 oo I RS , ELAA i
RTX 375 mg/m*%f5 1 K, Bend 90 mg/m®, 55 2~3 K ,28 d iy 1
SR, L6 TR, ORR N 92%, CR ZEH 41%; B 332 1
RTXIAY7 1 ORR B CR %5371 86% K 35% ; rh iz Bifi s
201, WS R BEARFEER )R 214, A S PRS B[] 2 23 4
H 5 3/4 b Pk A0 s> K it/ NI > % A 2550 h 36%
K 9%, VEPEABESEE WS T 58 4142 & MR M MCL
$22Z Bend H.24 5 BR /7 48R Y7 (99741, ORR 4 84% , CR/Cru
TN 53%; AL PES INFE] Jy 16 A , CR/CRu %% PFS I []
1334 H 52 0S 304 A H AR —I0 111G R
AR T BR 7 765 K MR 1 B-iNHL K MCL &35 ()7
8, 53 ) FR A AL (HErP 77% 0 FL, 13% 9 286 15 AH 56 itk 12
J%),ORR M CRZ53518 94% M 71% , FL 5 % ORR 2 CR
BN R 95% I 80% o 3/4 P FA A Ak A B Hh A 40 A sk 2>
R RN 42% J 40%, H PRSI 17.9 4 H , Hodp
FL B E 1 PFS B 17.75 4 APV, IR 5T 45 R 3% Y
BR )5 %} 5 K MEATE B-INHL & MCL H % 24 HABUA
igrize

2. VBR (W& K +BR) J5 %8 : Fowler % 'R 1| VBR 77
ZIRIT T30 B MEAE FL B3, B : Bend 50 mg/m’,
70 mg/m*B{ 90 mg/m?, 5§ 1~2 K ,RTX 375 mg/m*%F 1.8.15,
22 RCF 1A JFRR) 375 mg/m (5 2~5 TR ) , il 44 Kk
1.6 mg/m*£5 1.,8.,15.22°K,35 d M 147 R, 547, 63
151 823 Bend 5l 54 90 mg/m® , ORR 4 88% , CR K Ay 53%; 1
BT 9.4 H i DOR 1174, th 43 PES iy 14.9 4~
H 5 374 9 H Pk 20 it s 2 Bt /NI 2 1 e A S5
25%% 14%. Friedberg 55 itill TR VBR T RIAIT K
MEVATE B-INHL (23 1)) &% MCL (7 1)) Fe i) T3 &2 Hhuea i R
IR 45 5, VBR H4& FH 1% : Bend 90 mg/m?, %5 1.4 K ,RTX
375 mg/m 5 1 K IR K 1.3 mg/m? 55 1.4 .8, 11 K,28 dy

1477, 36 772, ORR 4 83%, CR RN 52%; Hh (i KT
2401 24FE PFS RN 47% ., KT RibFoe 45 R, VBR T4
AIE R R EMERYEB-INHL K MCL &3 78 RORTT e R

3. R-BAC /7 % : Carlo % 4l T 40 fil4F-#4=65 % 14
16 M R MEBYE MCL 85 432 R-BAC Jr Z23097 Y781,
FhIA KR R MEAYE R4 20 1] . R-BAC J7 &8 HIH: . RTX
375 mg/m*%F 1 K, Bend 70 mg/m* % 2~3 K, Ara-C 800 mg/m’
H52~4K,28 d 1A RR, I 4~6 PR, WA Y ORR
5 100% , CR %K 95% ; &2 & MEvf 14 & ORR 4 80% , CR %
h70% , W13E B 2 K META 1 R 119 2 4F PFS 2243124 95% &
70% 5 BN R F A4 R 3/4 G/ N (87% ) SR AT A
DR EA(12%) o IZIFREERUFSE R-BAC /7 %42 MCL 8
Hrha s A

4. K& JE B4 BR J7 % : Maddocks 25 S A A5 il —
W T/ T o AFFEHORAR G R B BR 7 8 IR YT 48 147
VAL JOMETRPE NHL [ P46 12 (9 FL L 14 4758 K B 44
JH 3k B4 983 (DLBCL) & 17 1 MCL ], 77 %¢ B i ¥ . Bend 90
mg/m’ 5 1~2 K, RTX 375 mg/m*#f 1 K KL L 280 mg 1§,
560 mg 53 1~28 X ,28 d i 1 M7AR , L6 TR, J5 MR &
JR At BRI . ORR 4 72% , CR % 52% ; MCL £
# 1Y ORR N 94% , CR 3R i 76% ; DLBCL H % ) ORR
37%,CR % 31%; FL 3 1Y ORR 24 90% , CR %k 50% ;
{iL PFS i AL B o i BEA 7 % 4€ MCL X FL 97 A04 A
BbE,

= .Bend A [C EBRAE F1IMAE (WMD) Hr 0

T 14 StL AF 52 X #2532 BR J7 %2 (22 44 ) 5 R-CHOP J5 %%
(196G T7 1 WM B3 AT R AT e, 45 5 il 41
1 ORR ¥k 95% , (H T 2 1Y PFS B[] B 4 T )5 3
(69.5 X 36.0 1~ H ) , B & FHi & W WAL T )5 & (18% *f
58%) ; BR /7 £ 4 R-CHOP 7 & ifif Z 5, Steven 2% %}
25 (5 52 e ME TR 1 WM H 35 R T BR 77 % . BendOfa J5 %2 5
Bend .25 BEATIAYT , ORR A 83.3% , Forh Al i - (s /3 2
(VGPR)# N 17%; L PFS Ky 13.210H .

U . Bend 7E DLBCL 3 /1 i 1% HH

Ohmachi %> #3817 FFJ& 1) 1 2 oD AFgE 245 51, %t
63 fil#% 3% BR J7 23R Y7 W &2 & MEIG P DLBCL f8 5 1997 4k
75301 BRI :RTX 375 mg/m*4f 1 K, Bend 120 mg/m’
B2~3 K, 21 AN IR, o TR . BB AR 67
%, =65 % & N 62.7% , WEAEH: 32 & RTX 5 4Ly & 5
96.6% . ORR J962.7%,CR # 4 37.3% ;=65 % # 5<65 %%
) ORR #H 24 ; {37 PFS B 8]S4 6.7 4 H o 3/4 G rh i 240 Jfd
/D T it/ INBR S 1) 2 2R 43 R 76.3% % 72.9% . Vacirca
SEIR H BR T 23RYT 59 152 K MEVA M DLBCL (B4, s
AEWS 74 % IR LB IV 3 5 89%, ORR 4y 45.8 %, CR K
M 15.3%, PR # N 30.5 %; 1 DOR I 8] 24 17.3 A~ A, i
PFS BIE A 3.6 4~ H o 3/4 v M 4 kst b | it/ s /b K
BRI 52 2853 500 36% . 22% I 12% ., 45 4% BR %
A1 MR % M DLBCL S35 14 4 HAT IR v e 4
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del(17p) YA =70 % sATAEPE B, UL S AR IR <70 %
T AR POR I CLL 8 1 —23677 , P a5 5 JF del
(11q) & # s Bend 1y HE i (13777 PAH: R A i 52 140 HoE
TRAECLLEA . Iboh, FE T SuL e s R, BR r £ Hii
BR A IRYTFRAE R B-iNHL J2 MCL &3 1 — 23697 1T %o
Bend $ TAF N AE R L 117 , AR RS HAL 25 i e 5
TR E R GER AR BT T 10 22—
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