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Abstract

Diffuse Large B-Cell Lymphoma (DLBCL) is the most common aggressive non-Hodgkin lymphoma,
with significant molecular heterogeneity that affects treatment response and prognosis. The B-Cell
Receptor (BCR) signaling pathway plays a central role in the occurrence and development of DLBCL,
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and CD79b, as a key signaling subunit of the BCR complex, has increasingly attracted attention due
to its expression level and gene mutation status. CD79b and CD79a together form the heterodimer
of BCR, responsible for the transmission of antigen signals and influencing the activation and function
of B cells. This article reviews the latest research progress on the biological function, expression
pattern, gene mutation characteristics of CD79b in DLBCL, and its targeted therapy. It focuses on the
relationship between CD79b abnormalities and DLBCL molecular typing, the continuous activation
of the BCR signaling pathway, and new targeted therapy strategies.
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1. 5|8

PRIE K B 241 H itk 98 (DLBCL) 2 AR 2 75 4 bk TR o i i LI A R 2 0 2R, Lg% /3R BRI DL S X
RTINS R = B R (1] R AR 2 P S BB . 2R RE . KEH.
R JEFA(R-CHOP) /7 S AARR bRt — R0 TT e 596 20 60%~70% 1) 2, AT 30%~40% 1) 83 Th i
SRR 2B K, PG ZE[2]. XN TIRANMENT DLBCL 431 &bl . S4BT T br S A6
T EE s V)M . DLBCL (1) 57 5t VR T8t 4% A s 4% R 2= i SL [RIVE F S X S8 R 3 IR 2] 52 v 2 i 989 1)
ARKBNES . IR K IG T 9T R A KB TS [3]. F DLBCL & 2H AW HLE F, B 412 & BCR)E 5
PR EE . ZIEKE ERE B AU A OCEE, T 7E DLBCL H o #5780,
&R K 2 bk B PR AR K I EE B AL [4] . BCR B 45 & 40 9% BR R (1 (Ig) A 57 VR = R AR5 %'—%EJ@E
CD79a/CD79b LRI, H, CD79b (K 1gh)5 CD79a R FIR ik, FMskdiisd &G
BN, B3N PRI N [5]. AT RERZ, BCR %vxﬁ%aﬁﬁ%fﬂﬁﬁ?%uk?—maﬁ&
BB KRR 2 TH 584 . il B S A CAESE, CD79b 3 [K7E DLBCL ARAZ7E A4S, JLHELEN
k. B émﬂ@ﬁ(ABC)JJZiJLEP [6]. BT, 765K M AL RGBSR (PCNSL)H, CD79b ZRA4Z K 1] ik 63%
[7]o IXECRAR, AHFld K AEAE S J% S IR Z B I0E 2 7 (ITAM) X R /A, RER% S 30 BCR {5 5 IBER
ARG [8]. CD79b /AR H 5 MYDS88 L265P AL ILAE, W UhRI/EA, w] LUBE G %N T kB (NF-
xB)%E i, ﬁi&iﬂilﬂjﬁéﬁiﬁﬁﬁﬁiﬁﬁiﬁﬁ PR T — A EARR I AR BLRFAE ()42 281 DLBCL I
B MCD/C5 WE2Y) [6][9]0 3X — P18 5 0L Gk Y7 IS AEE , E 6 A 6 s 22 R B B (BT 4171 1) 1) &5
7 BCR E%x.&%ﬂ’]é‘ﬁ%ﬁﬁ SE HIRIUBRIE[10] [11]. BR T 2L 48, CD79b KR 13157k 75 DLBCL
R 73T T4 BCR {5 5 18 B 75 P DURORH 37 B4 ) 25 ) (M BUBRPE B DDA G . A EALR I, CD79b 3%
EEARA R 0 B 41U (non-GCB) %Y DLBCL #E%ﬁﬂﬁiﬁﬂlﬂ 0 B 4HHAE(GCB) Y[ 12]. IXFhaRik%E
FAAAEFEENRARE L. 1A, CD79b KA IIREILZ B HAR T4, 41 Cullin-3-RING E3
2 RIEEIR RS EH KLHL6, HINEERTEERAL 2 3 CD79b & e g Al BCR 1551
3, X5 DLBCL ARG AK[13]. XERIILFEEH, CD79%b KIFRKIAL R Z DLBCL 401744,
T PG ANSE A T BRI OCBE N R . IR AHIHT CD79b 78 DLBCL H [AW02447 M, ANMUAT Bh T ) B 9
TR 245 A0 I, 9 R T A R T SR SRt 13T i 7 1
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2. CD79b B MF ThEE X HE DLBCL RRIFRIAER
2.1.CD79b &M S5 S8 S ThEE

CD79b @& —FioRIS A E, 5 CD79a ilid “HisEs Y s — Ak, RN T B 4524
(BCR)IE 5 S EE . H M X & F i AR A RS 17 (ITAM), ‘B2 )53 BCR 15 5 KR M1
L4t 14]. 24 BCR 45 &Pt 25, Sre FIRMEFHEER L CD79b ITAM 45 fads (B s iR ik ik, gk
AL AT Syk Bl, MM E 3 R PI3K-AKT. NF-xB Fl MAPK 25 5 (5 5B, XEeE S5
B ARG BEHE LR T R 15]. 7EVRIE K B ik LS8 (DLBCL) ', BCR 15 5 il i
b T BT SR AR IR B AOIRES I 5 8 V5 A IR LR R AR DL AERF IV EE KB 7). CD79b 1
N BCRGSHITT, BRMIIERRS B A NFEs S, AF5EM, 7€ DLBCL #1, CD79% ]
RAR Y 23K 5 1] LA 80 BCR 15 5 6 R0, AT 2 a3k I8 240 e 1) A A7 AT IS B 9]« il 4t #E MCD/C5S
WA DLBCL 1, AI&HMEEF] CD79b 5 MYDSS HIFLSRAR, X Flith A& A8 3[R 3K 5l T NF-xB i % 1)
FREEA, AT 1B RE IR 23 T REAEAI VR T SR 5 10]

2.2.CD79b £ DLBCL FHIZEHRIXFERHENXN

T AU AR TAUESE, CD79b 8 (AE44 K £ 3 DLBCL il i #ik, RAE% HEER B 41 A
&Y, W T RIEE W R 12]. 4RI, CD79b Ik /KFAE DLBCL H AR H—1, TMRAFER
FHMZESFVER . —TEXF 379 45 DLBCL FEAMBTT R I, £ 13%H10i 4] R I HIK CD79b ik (H-score <
100), H A 3%05 B 2 A MAE] CD79b B A IFRIA[12]. X PRIk 2 7P HA R =2 1 AR 2 Kl

B HR#t—FZHER T CD79b [3£iA/K P15 DLBCL fI41EIH(COO) AL EM K. ALK F
L B 4fiEH(non-GCB) LAY AH L, AR 0 B 4R (GCB)IEAY ) DLBCL 1 CD79b [#)3R1k /K- B . 51
fm[12]e X— KI5 non-GCB WA (JEHZiG1L B 40MfE, ABC W) HE K BCR 15 5 18 B I RFE /2 A
FFA, $27R7E ABC-DLBCL H AT BEA77E H AL =y AR ) K M= B IR B BCR 155, M H A& Fali
HAR = KT CD79b B Rk . BRIEZ 4N, CD79b f ik T i Bl ik 25 T AT B 5 5 e 1 70 ) i R AR
SR BT R — B ORI, AH AR SRR ST IR br 2 I (BT 75 8 K = (R T 9 R I BASGIE

3.CD79b fE5%:8K B i BEPHWRIAKEERE
3.1. CD79b BY5RIA/KFES DLBCL £ FIE BBt

CD79b [131k7K -5 DLBCL M)W AYAEAER Gk, #ERAIX 73 CD79b 7E DLBCL . {RRIEXT
FHE LAY R BRI TR T EER. BHil, FEE A EAAHC) e E0F 0 )7
120 H-score) K il CD79b (1) F R IE KV HI K. 385 K H-score <100 5& SUONMKRFIE, MimT 100 W
NERRIE[12]. XA X B A SERRRIIG R S . ik CD79b FRIA T REURE AR FIAEY) R . RN
EIF(CO0)73E, CD79b £ GCB WA H IR IAIKFBH 5T non-GCB LAY )81k /KF[12]. {E ABC-
DLBCL ', REHAAFHEHH BCR /55, {H CD79b I AFRIE S LUK, XAl g2 i T1% I8 iR s
) CD79B ITAM ZRAZ(U1 Y 196) & LAIRBN RN T UE(E 5, B PRAS 1708 E A 2 7 R (9] BRitz
Ah, FT FRSAN A8 AL 252 25(0 LymphGen 43 7%Y), CD79b 584822 W MCD/CS %Y ) 8 B4R AE 2 —,
PR FIR AR MYDS8S 28748,  ELA ks ) I A9 B R B LA B o) A 65 1 1 2 R S 410 st 750 (B TG ) ) A e
PEARGT 1010 72 R &P X 22 2 S0tk B8 (PCNSL)AIE % 1 %2 4L DLBCL 2845k 45 484562, CD79b
M IRAZ A5 W, BE—D YL T CD79b 55 il & AL Aoy 1 AL A G [ 161, BTEA, CD79b fI%
B IR LA S RAR (PR A L [FI R A T DLBCL 43143 B4 (1) B B4 15, S T35 PO R R [l 6 7 IR B 44 T 445
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3.2.CD79b RIERENEVMFRR

CD79b [3RIE R (B RAE L RIEENZ4)E DLBCL 5]k — RKIIMNEYEE R, ZOLET
CD79b %} BCR {5 5 if % B A A YR 520 . CD79b ISR D) BE R LI ITAM X T8 AR 1E
M55 L], 3 S50 7 BCR 15 54 TR MR IRAS (9] X P2 etk W0 il it R i#) NF-«B.
PI3K/AKT “5id %, 587305 MRS GE . A& JF BAsIE . AR Y, e CD79%b R4
) DLBCL 1, NF-xB i& i ) S ¥ 5L K 4 NFKBIZ. BCL2A1 5335 B B TF (6], 4 T H 80 U@
H, CD79b 585 SR A5 BB AIVATTHUPUA O%. Hlln, CD79b (1) 57A% 1T B JiJed 4 i (1 )5 2 58
BRI A EAE B — 2 BIsE . IIBIT AR B kG, CD79b R 2 —H4E “X7181” .
— 5T, TUKBNAE MR R s S — T, AR AIE T ARER T MESS . #54H CD79b JLH 25 MYDS8
FLRAR) ) MCD 8 DLBCL, FLAAF R EEAH BCR R BTK /55, FTrLAKT BTK #0745 & e
(ibrutinib) R I T HE I BURIE[10]. AT A2 X PR IE 1 T B S BN 25, il st 3795 BTK 80 R4 1
ik geAs, 25Tk 5E9]. BRibz 4h, CD79b YE NIRRT E A, © AW R TR Y5
EXY)(ADC) 4N % Bk $idi(polatuzumab vedotin)T-7r EARIAE £, 2 CD79b 3R ) DLBCL &5 He it
T oy EERIRITIER 7]

4. CD79b EEZET A DLBCL HPRHES & F
4.1.CD79b RETHIKR, HR55H

CD79b J:[F 54 & 7R18 K B 41 gtk L8 (DLBCL) HF LU # WL,  JCHAEVG G B 40 HEFE(ABC)IE 2 b B
IngEtt. AHILEY, CD79b & DLBCL H SRR B = 1T B 4l 52 14 (BCR)IBHEAHICHEIA 1 — I
[K[9]. 7E%FE N DLBCL 7> FE#EH, 6t MCD/C5 A, CD79b 58738 % H 45 e )[9]. X EeAR I

TERFATAM)ZE IR, JEHRAM T3 —A ITAM 1 Y196 i gi[12]. (HAFERRE, XEIRAREHE LA

“TNREIRAT” MRetE, BIEAIFAR SBUR AThREER, T2 IE i e 45 M sl 5 s 2 [/ i A B
PEA, H5mELRFEE0E BCR 5 5@, MMoRaN kR4 A= /7[10]. £ MYDS88 Il CD79b WAL
(MCD Z)DLBCL 1, X [FI/E MBI, S A R AR IR RARHE, Han S #t i hr 2 3
AR ZE WA TT IS 18] 78 JFUR PEH XA R Si itk 28 (PCNSL) 545 4 DLBCL ', CD79b ARt A H
W, X5 T CD79b 7E4FE f5I1HAL DLBCL A AL A i B 2% [ 16]

4.2. CD79b ZETX BCR (5SS BRI

CD79b Z¥AFi@ L Z FHLEIR N B 4032 R (BCR)YE Sl K, & MR T FEE SIS, (KK
. ITAM S5 RIRI 8A8, N2 8L Y196H, IR 1 H 5 S v 45 73 1 Lyn W (%) IR 5 AH BAEH
S ITAM BERR A0S S TC e IR 17 77 A 221 BCR 25101, X FhRAZIREN 14 S FraiE 4k, & ABC-
DLBCL 4 il A= A7 BT 75 B2 1T, 12 F4 B 5 BCR 388 26511 1) 750 A 5 4 2 St 40 1) 750 R ) Ak 9]
B T R SR BRI, CD79b RARIE W] BRIE I HARHLHIY (5 544 T . AR, TEIET Cd79b Al
Myd88 ZAF (/N Rtk EURIAR A, AR Cd79b {23 TS 5 E AR E L, ZE A9 LA
BTK #IHIFIFTAER, X RRE T LIk B8 6 BTK #0550 25 8 (3 1 DA S BURAE[10]. BRILZ A1,
KLHL6 J£ K 465 (1) Cullin-3-RING E3 72 2 &E M I&E FL A4, A i 1F H 2 42 M BCR = 54K (CD79A/CD79B)
BHTIZ 2SR, DL4ERRTH BCR B2 R4 13]. KLHLG6 (1 i 52 AR 4 g 5278 B 6 1A B 25 S AR X —
s, FECRI BCR K- FHm HIUE S 1G5, X 4571 7 CD79b 8 FI AR E 1 7 2 T/ H T8 4 BCR
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4.3. CD79b T 5 DLBCL 4F 4 B R limR < Bk

CD79b KA Y5 DLBCL 73170 B R Im PR TG AH O, B B2 ORI 5516 B 41 (ABC) AL LA
K MYDS88 L265P Z74F 3L [E HiEl. CD79b A1 MYDS8 (3L [FI 54 —ike & X T “MCD” [f43 7 R(LA
MYD88 1 CD79B fi44), iXANEAY B AR 1) 7 FRAEAIE IR R IN[9]. A BB IG R e i, #547
CD79b F1 MYDS88 & [f] S8 A% [ J 35 7T R B AT A I I RS BRARRAE o 9 G, 7 J5E R 1k b IR 3 (a5
$%)DLBCL ', MCD F£IFE8(FH MYDS88 L265P fil/ak CD79B Y196 274852 ) 5 Z MG A5, JHH &
NHIEREE AL NI PR R G SR KA B RIIA[19]. 2R1, CD79b FEAAE AL Tl J5 K+
MM HAG —, AIReZENAIT TR AR TE REZ MR g, fEERIEF RS R 500
[ (PCNSL)H, FHF5E KM CD79b RAL G AL KA K[16], X410 M8 v] e B AR € M 1E
BRI . MIRIT M BERE, CD79b AR RA EZR W E. #547 CD79b X451 DLBCL &# XA &
o % 2 P YRR (B TR0 1) 7 G2 A 5 Je A BB 4 VBT ROBE[11]. AR FEAR H, TERIET 4+ MYDS88 Fl
CD79b 247 ¥ DLBCL H, BTK #5475 7] fig i@ #38 MYD88-CD79B-MALTI1-BTK 155 & & M &
FEHPUMREERI[20]. BRILZ AN, CD79b A5 BT A 25 VIEEYI(ADC) a1 % Bk 5 bt (Polatuzumab
Vedotin) yAITH &, RAEFHERIEKTE SYIMEITT RS, 7E9E GCB B RBBAK, (HIXFEATE LY
Wi HE A AR T S A TE A1 12]. ARE TR, #EHF CD79b 545 DLBCL M 32 b G A7 i
HEAGFHOS) M B AR IIPFS)HE B B4 21, XU R T EIKR R MIG R, Xt
CD79b FEARRAS HEAT R0 T~ 538 0 KU 23 2 AR IR TT B A T R .

5. #8[ CD79b HXBEEAATTRESHRRE
5.1. CD79b {E AT R RB H 5k

4T CD79b %42 7E ABC-DLBCL H' 73 B 4 /il 52 & (BCR)E 5 il B AL, o0k FL T I O B4 5 A
B R BRI (BTK) M1 7 C BN B EL VR IT 5 hg . A WHER M, 477 CD79b Al MYD88 H:RAZ 1)
DLBCL, $#5l/& MCD/C5 712, %F BTK il 77112 9L H 35 i Uk [ 101 i dn, 75 52 Rk e/ METE 7 ABC-
DLBCL 3, BTK #0171 44747 £ JE (ibrutinib) F1FT - % JE (acalabrutinib) & — 5 ST 2k[11]. SR1, 2
2 BTK 4 550 AR) e R 2 FH A T I i 25 Bk . T 2L 0 %, AMUEHE T BTK 8 AR 5 1 RAZ (A
C481S), LRI Fe¥ & iS5 (U CD79b 4% £ & R R B NS 50 T RAZ[9]. Bk, BE4EEEA)
CD79b Bi#A~ BCR BE ALY, ] RESR A oo IR 24 08 R

HEAER, #EW\ CD79b MHTIAZG Y B B (ADC)——Polatuzumab Vedotin (Pola-V) il & EUIS 1 58 P4
HERE[22]. Pola-V HH VRS CD79b HraBEHLAR . R DIEI R RE 7 FIE 0055 MMAE(H F L 3 i
T BYAH R, Retfrmiithss & CD79b, WALEREAHE MMAE, 755 s 40 it I BH v A 1223,24] .
Polatuzumab Vedotin (i CD79b-MMAE ADC)#& 5 M3k 13 FDA it F 1 52 & /A6 1% DLBCL (1) CD79b #&
] ADC 254, H ML 40%~45% [25]. Polatuzumab Vedotin 8 K i e 2454 MMAE % £ %
15 CD79b H) B At R AR EEAE R [17]. X T I 5= 25 1, i ok 7] 5 RN 25 245 1) K R AR Ao DT B S5
FAAR L R A M AR ST %1 26]. WFFEEH, CD79b ADC 5 R-CHOP 1by7 J7 2 B¢ F o] LABA S48 i Wlva 1)
DLBCL & # 5 %MA(CR) [27]. BAIGKIIFE/R, Polatuzumab Vedotin & ik 52 &) VT FIF] 2
FLHUBR 77 5B A BR 77 S 06 B0 oG8 B Gk e AR AR SRS AR A 28], kAR, CD79b B N-E 4%
FREME R b AT H#E 55 Polatuzumab Vedotin (71 CD79b FUAMHEEZGW) AL, HEm il 259045 A7 55 Bl
BELBE R, EEPHAT T Pola-V HHLLLE S, XWREL ADC M 25 RN —, T2 i e A A 3 0
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TSR 20 IR EL IR AR B R R A R [29] CD79b R [H] 7697 /£ DLBCL H I 2 38 7 2, (H 22 4k )
AT B ROV . A IRIREEE 7R, 49 60%~70%4%%Z Polatuzumab Vedotin JA77 18 # 2 HIL 3~4 g
PR AR IR /D, T LR 1 A A2 R 240 20%~30% [30], He kAN AT G5 MMAE #4014 5%,
— HFE N, MMAE {E SRR B A H0HIH], BRI o 20 a iR g i A 22, S35
HR b R I NBR AL, RTAE AR URES 2500 WA 4 IR A 158, 3~4 P R gn b il B S A A A
WE R <2 %%. FBEMEHERS —FRMBAR RPN, KAEZN 30%~40%, HLH5 MMAE #4755 %
EHITIEEA JE[31], ARSI T K Af2H Pola-V. LR, CD79b ik T EL A kRS 24t
PRI BIII(ADC) IR T SR R ML 2451 B R A [32]. CD79b 154 B 4032 7R (BCR)5 5 # f) e be 41
5%, HRIEKFHER M ADC 2991 HE [ 850

5.2. FIBLGATERHERE

EFxF CD79b [ AL va T BRI EZE AWML, H R s IRIA TR R R PR, 5 /MR % DLBCL
BRI A IR . AR R BT (BsAb) & Ho b — S B st 1 st . 940, #E CD79b A1 CD3 1
RUFF FPEBUAR (W IBI38DY-L) % [F] I #r 42 e 4 B R 1HI 1) CD79b HitJs A T 4B 3R [ f¥) CD3 3244, M
FEAH M EEE T 4H 0 R ) A R AR, R S N S I RAI[33]. CAR-T 4 iy v AE [ 41 [ CD79b
FI 7 T o S A S B B OUNL Js 86 v A 0L S 14 CAR-T A BEAE R B — PRI AFAEA AL, Rkl fb
CAR ZEH T2 S HT B 7 fi[34]. 59— FhaIHT SR BE & K G BL 28 CAR (AACAR)FAR, 8 i A2 # i i
AT IR, [ — CAR-T 7= RERE RIS A HE CD79b EN B ZFrBLIR, A ZSI% g 1)
SRPERHEG[35]. NSEEl DLBCL B3 /MR YT, SRBELE T JF KB IR RIS, %84 CD79b %=
A5, R ARIB L H A E By ARSI (I MYDSS RAF . BCL2 HEHE. NI/ A%, MmE s s e
S 1) T J PO A 2R R XU 73 2 R 9T SRS [36]. bk, FIFIEIAME DNA (ctDNA)BEAT AR, wTLAG
B ZhASHLUE I CD79b 55 B PR i SRS FI s B4R, SRR VRAGIT 80 IO 2 R R R v o SR s it
THRRH T H[37]. @ XFp 24 AT, A e ScEr % DLBCL B2, Rl mfair
R ARG HERTT

6. HERSRE

Zx BRIk, TRiEME R B A I (DLBCL) 143 AL HIAT 7t i ARSHERT AR, Hod CD79b 1E
B 4l 52 /R (BCRY(E T i@ B A% O AL, & HI3IA i MU RAZETG AL B 2 (ABC)WE &Y rh 4 o 22 00
BHIIREN M . CD79b AR AU Lyn /- SR USRI, F3 BCR 5 R R WM, XML
B TR AR RS S AR, M T R AR AT AR ST ROV . (A1 EE, CD79b
RAZE MYDS88 L265P TR MM EILI, L@ LT — A BA MR FHRAE I R 3R IURITR S 1)
DLBCL Wi X —RKIEE T &SRR 58, ORGSR 2 S RO TS VPG 14 Rt T IR sk
IR ARYE, SRR M RE S E D,

TEVRIT AR, #m BCR FEE 5 70 (WA & Wi 2 BRI BTK)FHIHI7], SN sT #5447 CD79b
RAF DLBCL [ Z05R0S, WP I0E 7 #0208 B M IG R (B - 4 8 AT 75 A HS R RA 5 TF R EL R 1)
CD79b I AYTIEM T FRN, WHAMRECZGYI(ADC), H 2 ERSHEb B S A B . RSk
FNE T2 (1) FEAGANHLIE B CD79b AR FEAR A it 1 Th e 57 o M e HORHE 54 Hh i B sz mm s (2) #E3)
5T CD79b %55 F A SV AR HEAL, FEIINBIE FUGIR LB, 18 SIRIT R (3) i Eal 5 IR
M IT, BRI N — AR FRITH A T R A& H AR 2l iR 6T CD79b Ji B AE M) 2 5 X
OB, K LN TR IR T, M oA DLBCL 5 R =2, R ARIE T k8, DlsEd
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