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Complement-dependent cytotoxicity pathway and rituximab resistance
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AEE A SR EIR( non-Hodgkin” s lymphoma , NHL )4
I TH F CD20 Pt , B K 40 i, IF X Aky 7
AEGEAER] . R 28 TR A CD20 BHPER) B
0 NHL( B-NHL ) (35 19167 A7 R0% B LB A7 1A
BT E UG ALY I 30% 2521 B-NHL &
AT IR, I HAR 3 %R 2 6 BRI A A
BFAE—EM RS LK, S m i B-NHL 8%
X R 2 G AETT 257E

8 S DA T VNI | 7 = 7N b5t Bud Y e
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2E A AR ) B — IR ERAT 1T RE RN S EUR) - T
ik 243 14 JEL A
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2.1 CD20 # /&

2.1.1 CD20 #iJE ok ik 38 & MR CD20 4T
JEIY 26 15 % FEAE AT B 40 i e vh AR S ) O
BIWRoE AR R 2 SRR S Z AR
SR B A RSCT AR SMITF 5 45 SR 101 Ak, €D20 Fi
JRHR IR CDC AT ) 2 5 T i B
TERIA o Bellosillo %5 ' & B, F1 2 1 BT S 14
CDC N5 54> B 400 1 /Y CD20 HT )5t 73 %A
. Manches 25 (R SNIF 5T 587, T A 52 56 40 i
F R ADCC BT 5 00 i 96 20 e A s A 1 A 2 A1)
B BT T 0 U T SN AR [e] (B iR 4 3
CD20 HT I S AMATE 5 £ 1 Y RIBFERE 2 MR CDC A%
JEAISR S . van Meerten 25 "' R F B AT AR CD20
PR ARIE K T 1 [ 58 2 5 PR A i 28 00F 5% 14— IR
52, CD20 Ll Ay kKPS 8 2 5 Lyt 28 i CDC
I FRIROAE A O, TS5 H ADCC AR A 1
T 35 AH OGPk 1 PR R 40 I E s
( chronic lymphocytic leukemia, CLL )i CD20 $T i3
RS T HANIE B AUk CUR 0 Ol s R T g
YR B ( follicular lymphoma , FL ) oA %58 5 FH P
IR BF 9500 % B, b ol R R 2 2R 4 (375
mg/m* ) F 25597 CLL M)A SR AL T FL. Horvat
S SR S A0 M ARAG I % B, CD20 15 A # 1%
ZHZE BTG BA A S AL E( over-
all survival, OS ), L “F- $& /5 ] Z & Ly 97 3 5
CD20 HLIFRIKREAM G . (A2, 15 CD20 PLliskik
SRIE S FLOAHRIEL 2 0 5 A 518 KX B 40 i ik 2 93
( diffuse large B-cell lymphoma, DLBCL ) Fl14 2 fifd itk
988 ( mantle cell lymphoma , MCL Y, F 2B B Y
ARCRIET FL, X UL 40 CD20 HL Rk 56 &
FEANBE T I A1) 225 B BT 00 7 Rk L, A R AAY
CD20 Pl Ak B sl 2 1 A2 5 BT Y A AL
PB4, 398 FAEHIRYT IR AT BE 2 3L CD20 ]
PERY B-NHL &2 % . SR, S5 F =AU DB %
FUNEABE G 4R3E T CD20 FHYE B-NHL 27 % 4
FLHLIR T JE B CD20 B Mk 2 A B-NHL ) &
RN A IRAN I D R K R R TR 2 A
BABTAY AN ZR , H CD20 HUE AR E R I, Jf Hx
NI ATRES T mRNA KPR A5 5% A 1 5 2K
[ CD20 ZE 11 B s 10 A7 2 3 R B, 3 T 98 ]

fit 5 38 5 RPHEALHI A 5 . Johnson 257 (IBIFSE
R, #52 R-CHOP J7 223697 1) DLBCL 85 7R850
SR A A &2 BT CD20 Ik T
R, T DR 2 Ak 7 VR A R X — T B [ s 3k 2 £
HHRH R-CHOP J5 S8R B A AP 2% A
AHMEF ), CD20 Rk RN ik Xt FF s 45 R 2 A
FER  (H Y2 AT B B UE 3 2 1 CD20 $it R
FIRARPE N AR BN 2 S 25 1 e ]
2.1.2 CD20 £HEREHZA MK i LHEW,
CD20 B 3 R 22 745 Pk ol i 26 58 25 W] g 25 5 i)
CD20 HTJ5 A 2548 LU B AR 55 #0035 Ak, 538
FIZEBPL S CD20 Ui Fr 4G R, A
PR 24 % 2. — BRSNS ™ 8R4 CD20
U ANPS 8% YCYSI Z& 1551 & A 2875, | 23 1]
BT Z S CD20 Hi B M A X 45 4 i fE
H1o Gt CD20 HUJFR e 7 S 55 3 4 S S HE S 1)
FERE T MS4AT FEH A SN2 F 5. Johnson 25 il
££7 264 ] DLBCL 8 & WARAS, Kl MS4A1 3 [
ANET 5, KIS RVIS I e 5 kI AR A, sb
B 5 WIEEFE R, IF HAJE R-CHOP 7§
TGN . Sar 25 BFSE T 11 i) R-CHOP J5 %
BRI A 24 AN H WA E R E R DLBCL B3, I
KA CD20 PR 255 R-CHOP &Mk
RTS8 B A AR A DG

{HE T35 H A BB N 68 142 3% ) &
PUIAYTHY B-NHL B35 Ik 4550 B 46 432§ CD19
BEVE B e 200, % BREC R 12 R 35 76 CD20 HT )5S
3 ANGEMRE X 8RN B A C i &5 K B A A S 2 AR 9
H C i T 25 3 A8 1) B H CD20 it S R ik ik
55, 1 2 R DX 3 5 A8 3 L CD20 0 R ek i . ff
FEFR I, CD20 Uiy £ 548 W] g T 30K 2 H bt
M2 2 TN R i 5 — TR 2
—UESE, CD20 HitJi C R o Ak 2848 3 CD20
PRI KBRS, I H T i 5 M) 2 1 BT 25 50R T
JE B RMIG . BRI, 124 1 T F AL 5% £ fig 08 B
BRIESE CD20 Pl 5L 58 A8 ul 2 A M fig - 5 80F) %2
BB
2.1.3 JefE  CD20 ol 3224040 1 40 M s
FEAE ISR E L, CD20 PR AT R TR FH S
FI 2B i 4 1 A40 CD20 Pk s & 4> T,
I HYUAR SRS & )5, 2 e R8PS L ik 5T
OMA BE— 2 il R R S S L AR B
JIFL [ 2 1) 5 P BB 2352 M T BT CD20 HUik iy
B, Ho s 2R GML 7R IR BRI i 5 R v
FRE T EEAE . GM1 BN IS AL AR b
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Meyer 25 2 "HIF 5% & 31, GM1 7E B-NHL 40 it % Ifi 19
FEAR HHIF 2 PR RUREA DG . X2 AR
IHEANRIZE A B-NHL Hollge 3], B fif 2 ] — 2578 B-
NHL i3, R R frfE 22 5. 57— >
&P, 76 B-NHL 40 5 b VT 2259, gt
Wt AR CD20 B A A 42, U S R 2 T Y
CDC R0, 51 % T N8 FAE 5 24 B BT 7 0 SC 1
AT . Ringshausen 25 7 744 P K AR SN BIF 5T
BRI, FE I PR 28 BB IA T I [ s 1 T B P
25 B T U 55 ) 2 B T R A i
— 5 TR B 5E 8  , FF liRRE e R E o] T
CD20 BRI ARG T, IR TR Z H i3
YHMIBE T SCHE D E——5 B F N A B A
RPFE BT B T8 2590 R IR 25, W R 2 T
(L I VR AT S o X —BIF5T AN H 1 — 2 1) B
Fl 2 B BT AR L, S 32 7R A ATTHE I FH o o fe
UG T I TR E O R A I .

2.2 AMARA % S0

2.2.1 ClqgXHELAM C1H3 N EAAIHM,
A& Clq.Clr fl Cls, Clq /225 Fl 5 A
GPEE A AT FIRIEANESE )5 C1 454 iR
B JE S AMA I 2 BSOS R 45 . Clq & 6 4>
AR SRR, BT T A B L.C =R
2 IKBE 20 . i ClgA Y3 R T e fo ik
1p36.3 — p34. 1, 3415 3 M7, iz e vE
[ Cl1gAL 276A/G 1. 2008 4F, Racila %5 2 ¥ YR
B ClqA FER 225 5 R 24 BRYTIR YT FL 973K
. W R B, B A S0 SRR R, s
ERR( complete response , CR ) N 2 e e 13 R
[B]( time to progression, TTP )i T HA G A FEH Y
B . FE Divi S5 2 HGE b IS G IR Ry
WRELRE( HE FL Rk e ) s (AR Ak
B ClqAl 276A/G ] SR Z 380 5 R 215 By .24
IRIFH) CR FETCMI M. 7E Colm 45 Ay 5%
ZARXF &N 115 %) 34 DLBCL M3, 45 %k 3
ClqAL 276A/G | BN Z 855 B #H —4 R-CHOP J7
ZARIT WL F A=A [E]( progression free survival,
PFS ) OS Jof &tk , 53R % v b 40 it s > 14 %
A RIR IO N . FERRSE I 2 e ik R gt 3R
R T IF R — I 5 R 7 R O R
HRREh MBS AT C1gAl 276 A/ A 144 T %, 1
Clq FEHKP-BEREAR, T Rafiq % 2 BIBFSE B8,
ClgB BHZ B Clq.C3 & C4 KA,
MHFARKI ClgA FH ZEM S RE ML TR E B
FH Clq EAKFEAMIEH:. #F B-NHL 2 #& T,

WA ClqB B:PR 285 E AR CHE S G , 2 & 77
TE C1qA [ClqB FER Z 351, LI th 201 Clq i
FI7KF-22 5, 3R 22 5 02 15 52 Wi 1) 22 8 BT i Bt i
Je TG M G R T R
2.2.2 CDIIb %W HAM  HEGAR, BT BEIGE
LB B AN LR S, 1 A B FMACIE T 5 2 H A
WAERARAE M. CD1b 7 %5 Fyi/ T #Y CR3-
ADCC %% R Hh B4 & /R . A pF e 4R,
CDITb JE K i 22 251k vl e 5 A 2 8 TR YT e FL
B R JC Ik A A A( progression free survival , PFS )
A AH A OCE G R IERUE R T8, B 7YY
R AMARTE AL AT RE S F 2 BAPTIR T I L SE AR R
MM, van der Kolk 25 BIF5% & PR, bk i 10 )
BE AU A P R MAS B TG A, 2 T 2
20 B A TR, 3 A MA T A K- AN 5 3R 97 1T R
HRNER B diM B A G, 6 5 BE NIAR
SIS A G
2.3 AMAKF

ILTEAMAR AT X6 1) 22 BT A4 52 ) it A B
. CLL &35 R4 S A S e DR 4 2 8, % &
FARKMAILAE , &5 1 2™ SR e 505 0 A B et
PRI o PRI, BRTOC T AMATK - 5 R 28 B hT 7 2
FRFSY BT CLL 3% . Kennedy AL
BRI R 2 8 BT IS |, CLL BB PR P 8 A MK P
PR [, I DR HCHRE DU A D SERMACA 7T B3 58 A1) 22
HHTH) CDC VER . B KR 1L 3K( fresh frozen plas-
ma, FFP ) & & #MAH H , Klepfish ST RARIE T
2 PR FFP F e IR 7 52 AR HY CLL &
FIHHS RAFIT AL B LA /NREAR B 527
7, FFP 155 A 28 BAPTIR T B R MEIR 9 CLL
WA RAFTRL, XTI R BT, A MA R GEAE A %
HEPUARYT CLL WBURAE ] b i 52 2 45 17— A4E
FH, I EL3 2o e e A KT AT 3 5 ) 22 B
Y7k (B B RTIER T CLL 5% B9/ NREABF ST, 78
HoAth B-NHL 75 Hh 2 5 AR LR 0 o8 AN A5 i
A
2.4 AMRAT RS

AMAS 8 20 AR TS OB e T TG AL R
.57 BEAMA JH 45 25 F1( membrane complement regula-
tory proteins ,mCRP )& 3K K- P52 IR, R0 2 32 B 4
A PR St B PR 2 1 CDA6 g I 3 4]
- CD55 Fl S fife S g 40 ] XL ¥~ CD59 ) (Y 9 775 .
mCRP TERH > b 2 0L 297 Rk, HaRis e
A RE 5 I Ie 4 1 53 Ak B B e g ol B b 5 1) o 4
SENEA . HAEEBSE Y SR, SR 28 i
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it 251 B 400 NHL 4l & Raji A1 Ramos 5 F| Z
BAPT S OEE A Mg SRR R 55 05, BAMA T Y R T
CD55 1 CD59 ) b4, [A] i) £ B CD20 1)~ 9.
Weng %5 ' 7F 29 4 12 % M 245 BH0IEIT 10 U8 1
PR ELRE B G CD46 .CDSS Fll CDS9 33k, &
PR R B I SR OO M . T 55— T
AEAA A R B FE RS CR R E P B
CD46 5 CD59 i3k, fE A K i h CD55
F1 CD59 Fik T &, & TAMATHI B+ 1y Rk ge &
TN A 2 BB BT B RS R0 A AF 5% 245 SR 1 A 8 il —
0, HZ R/ IMEARTESE (AR — PR

WA mCRP 76 R 2 & B0 AE 38 B & 454
FH IR 28 AT RERLAY 205 ) 22 FRpi e 24 B9 4 I 2
Ao BRFFE? BoR ,1E B-NHL 40 2 v, #MAm i)
[KlF CD55 il CD59 Hy3RIk 5 F) 2 & B 5 5 A 4b
TRTS A0MEAE FRSHUAR G, I HL H 5 s B i iA b A
CD59 J5 ] 38 2 33 i Xof A V5 Ak 4 BE A P 9 L
MR PSR — P AL AT 2RI, 32 F T T Ok 2 9
AT A AREE A IZZ5RENS T I CDSS 1%
KSR BRI A A R I AR AT R AT AL R
Pz —o HHN R AR S B 5E B, £F % CD5S il
CD59 2l R BT RE 8 il 25 3 R 22 1 e i e i
FATEE . AN AAEBFTE R SiRNA S5 gL AR
il CD55 FEIk5 U85S 1T B 20 b £ 98 40 i 2R 6 A
T PR AMA A T Al B AR kbt (H,
T IL AR N HFIG IR . Hil 5&F CD59 #4il 51
VLY d4 BHIFSE B R 30, JLT A S RIF 74 IR 52
N FH CDS9 ] 551 i 6% 1 5 ) 22 B T 24 9 297
F CLL 4 i 2 iR 225 B 1 CDC R0, AT
BTN 2 BT AP RE RN o B, LY d4 B B
R J IR G TR T AR A

4N, Manches © 45 B SMIFSE % B, ARG B-
NHL 20 ffg xF F) 2 & 53505 5 1) CDC s W AN [,
CD20 i JR R K 5FMAHNH#)( complement inhibi-
tor, C1 ) Z&R R 1 LA REAL TN CDC st , Hodp
FL 40 fe SR, T MCL 41 i USRI e 22 . X S84
PE [ BE FL 5 MCL XA 2 8 b sk 1 22
S, JAE X PR AR LR Y CD20 BRI R R
ik {HJE MCL ) CL{E B F FLo {H X s {k sk
TF 53 545 v AN BB TR0 ) 22 5 BT ) I R 728

3 & i&

JUERZ 6 YT T2 N 2 3E B T OB-
NHL B W B , B4 A 58 8 AN REM P 3k 4 .
e A R 5 BT A B DT 25 HL 75 A e A, o R

LRI RO FE AN BERS A BT S4- 2 BU r28om
TR IR RIS > TAR W), 2t — 2P 4R w1 25 )
AR 728 T EL T 3l b AT Y B LR S A 1) 2
Yy [RIEE, i PR RE RS 5 0131 1 A RN , A5
O3 A RGN L BRSBTS A
97 o CDC Je M 2 BP0 A H4 DL e e 11 ) i 22
AL 2 — , DR Rl BEAT 15 12 24 1) 114 B B2 24 L
i, & B-NHL A58 A FR 5 [l A 2 — | {EURE Rt Y 4
AT FE 48 R 7 B 5 i PRECE A S 5, A4 BE 3 W
F14 1 W M) 22 B AT 24 L
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