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Abstract
the most common type of NHL (non-Hodgkin lymphoma). The incidence rate of DLBCL has been increasing in

DLBCL (diffuse large B-cell lymphoma) is a heterogeneous hematologic malignancy, which is

recent years, which seriously affects people’s health. Studies have found that CD30 is expressed in different degrees
in DLBCL, which is closely related to the treatment and prognosis of DLBCL, and it has been identified as an im-
portant therapeutic target for DLBCL. In recent years, CD30 targeted therapy has made great progress in the treat-
ment of DLBCL. This article summarizes the research progress of CD30 expression and its role in DLBCL, so as to
provide reference for the treatment of DLBCL.
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U [ AR A A7 K (overall survival, OS) A TG HE & A 47
HA(progression-free survival, PFS), DA B 4F I HilJ o
PACD30 4L s IR YT J715CD30 CAR-TH & Tk
CD304E [7] 75 J7 25 DLBCL IR T 5K 1 7 1 Ay 22 Al
B HRIT -

1 SR ABZHAMEEHCDI0RIFRIE
1.1 32 KB EE

DLBCLAR 5 K 21K 15 7] 43 W Fh 43 7 I A
3l tE & L B i FE (germinal center B-cell-like,
GCB) % 1L B4 i £ (activated B-cell-like, ABC), %
ik GCBFEE AL (1) 2 # Eb ABCHRE LA B K [ AEA7
H¥, GCBIELZY DLBCLIHHIE A& PI3BK/AKTHIJAK/
STAT/E FiE g M AL, H HBEA R & BCL2F
EZH2FRAZHR . # I , ABCIE. R DLBCLAHFAE1E
T NF-«Bif i 305 , ¢ H B AR & 1) BCLOEHE.
BCL2Y 14 | LA N CD79B. MYDSSHI PRDM{E
RFRAZE, DLBCL#F HA =2, DUkEd: . B
WE B A 25 DR A K 1 R
FRiE. DLBCLW] R4 FARM4ERS , (HULZENE R
Z W, LR IR N60~64J8 %, BYEEL LERZ
DLBCL V48 B R0 2RI A G K B M i 2 — .
1.2 CD304F

CD30(TNFRSF8) W FR Ki-1, f& IR FE A 152
BRI . CD30XE[F 21K CD30, CD30s2 —Ff
120 kDaff) RSS2 AARE R o 2 ZA A F5IE
s Rk, Z 5aME T, H5 IR FER T2 4
AHE R F-2(tumor necrosis factor receptor-associated factor 2,
TRAF2)M TRAFSHH BAEH , o NF-«Bifi#% . CD30
BAZMIRe, XD Re K T B A4, &nT
i A LG T ANAETE , AR HAth (5 5 AR R S E0M
TR A . CD30FETIHR LA A G2 S LA T ke 1 H,
EOFEE THH L SZ A4 ) B0 PR 55 o b T4 B g 3
B, VLRAE IR TR S R R LIz AR 79, CD30
(RIS HA JR PR, — MO TS A0 I TZH B A0 B2 A
LIk, MAEAEFRA L JLP IR E] 10, 7E Btk
L4, CD30H AT LAYE B B4 fu R RIA .
SRR FE(HTLV 1-2) LI T4 i B XX EBJi #(EBV)
SR YL Bt Z2 A CD30M
1.3 R ABAREMHEEH CD30HIFRIX

DLBCL & CD30PH 14 ik L& 1) — Fi ol Y, B 5%
W] CD307E DLBCLIVZ Wi AlVA T b5 45 1)

VR, BF 58 R B, CD30%E R & A7 T Y Lk 11 1p36,
=N EREIL L . BYE A E M CD30ME
53 I IR B A 40 A A B 1A F BTk S B0k LA i
SR 1) e, CD3O0RH 1 B bk B 44t it 36 55 407 T Ik B ZH 27
AN Ik, [RIIE, 4t CD30/E 5 S8R B
MREZA AT 1 T L BIAHRA sER 1Y, 5
MR, —UEdRE A AR Y, A5 DLBCLYY
A AR 15 CD30, 14%~37%M) DLBCLJF 5] A %
X CD30" S, A SCERFR B, ik 25% 1 DLBCLYR
Bl B CD30M R IA, FE HAEBA MYCEHE T
I8 HR RO LU, R FEER BT T CD307E DLBCL
I RIE R UG & L. fE— T3 T s R N#E
BT, R0 T 38544455 R-CHOPALYT (1) S e ik
PE3#7 & DLBCL & ¥ CD30/) R IANFAE . 1% FEARE
[ B 7 J5 PF 43 (international prognostic index, IPI)+
TR (RO SEHEE KO )FCD30KR A
(0%>0~10%>20%41 s %75 CD30) W} & & #EAT 702K .
£ CD303R1% 4 20% ¥ FHPERT , CD30BH 4 DLBCLY
PFSHI OS¥ A & i s . iln FHEZ N >0%
FHERS , CD30FH 1 GCB#: DLBCL 3 HA7 54T )
OSHIPFS'", CD305 DLBCLT i £ 7E — & M e,
X H W DLBCLA# , TG fAE— EIRIRINE, A&
FCAPFADLBCL G H#T F Anl)

HIEL, CD30RIA & 903437 & DLBCL
BEEFFGEHE K. CD30BHYE DLBCLE &
54E OS(P=0.001)F1PFS(P=0.003) 5 & . 4755
T GCBFI ABCIE AU, GCBIV# CD30BH 4 DLBCL
HE I OS(P=0.017 7)F1 PES(P=0.018 8)H] BT
GCBIV 7 CD30H 4 DLBCL & #& 7, 57 3 2 45 Lok
B, 78 )5 R EDLBCLH 45 CD30FH 1A, H.CD30FH
P DLBCL E A FRAE P B IG AR BRI . CD30FH 14
DLBCL 2 — 4 B A R E M 5% o0 F R A RE, B
Z MYCEREA, /0 KA BCL2EERY 1 L MYC.
BCL2&E FH ik . CD30PHME 2 5 &4 DLBCLTG
BRI, AR T RE S BCL2 8 kR IE Sk
D MYCHER 5 5%, RXAESE POBE SO R I, Mig ]
71 CD307E DLBCL&E & H R E mRIA , 5K
B, IPIVEAr . B TR R STFEAGFREA R A
W 7T & Bl5 CD30 P DLBCL & & Al Lk, CD30FH
DLBCL & # & 7x th 47 (IPFSHIOS, /L4 CD30FH 4
SFBCL2FH 4 DLBCLEYMY C/BCL23L 1A ) DLBCL

IR /N b4k, CD30R fECDSPHEDLBCLH 3
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#*1 CD307EDLBCLAFRIAER G
Table 1 Statistical table of CD30 expression in DLBCL

[lonti s CD30F{E % i%/% SR
liifc: report CDSO[forsiiti%iix;ression /% P(05) P(FFS) Ref;riﬁcﬁs
DLBCL 385 25.0 0.020 - [18]
DLBCL 903 14.0 0.001 0.003 [6]
DLBCL 63 17.5 0.044 - [20]
DLBCL 226 19.0 0.319 0.353 [23]
DLBCL 216 31.0 0.07 [10]
DLBCL 146 15.7 0.031 0.041 [24]

15, H.CD30H] g /& R-CHOPIA T I DLBCL & & [ —
NE H B BUE FRid

W4 WS 0 M T 2266 DLBCLE %, K1
CD30FH P Fik8 2 WL T4 42 1) (< 604 )DLBCL & # ;
X FAK - fE BB T 5, CD30 AR AL TS 1 —
T bR, CD30BH 4 &3 — R A 2 (R A I R
IR, ZRERRFENE iR, CD30RH &
FHIE E LT . EE WAL, CD30TE 31%[)
DLBCLH #I1A, nf ARZE 5t CD305 v B fii i itk
ITRRIRNATT o T ERMKK CD30 1) R IE LT
& LAXT CD30SE [RI6 T 7= AR I, I FHE >0%44 & %
5E CD30FH " DBLCLIW & f: /1% . CD30TEA 42 R
H R IAFE A A PES; 7E3E GCBWE &Y, &k
AT A IPFS(ER 1)1,

2 B[ CD307E5RZ K B B IRIE T
FEIEfR

DLBCL & —Ffilfe /A 7 5 P I 2 1 g, A 1
Tt LR IR X BET % i . 1545 b, DLBCLA#
MR RGeS R (196 7T /2 1813 AT (chemotherapy,
CT). HUTHMEHRT IR EEAT 1, BARTERIT
FERAS T EKHEE, (HIET R IR R R, it
— 1) DLBLC & # v L FAx i 1Y) R-CHOP /7 %46
i, B4 — B4 B X R-CHOP T R8T 7 A
£E, 1M H.30%~40% 1 535 Wi il 5 A e v 52k iR Ve
PRI AE— U724, KT 60% [f) DLBCL &7 b
MLH252 R-CHOPEL CHOPYAR YT « VAT 45 R e &= L& i
. (complete response, CR)(P=0.005)F1 24- 55 A= 47
# (event-free survival, EFS)(P<0.001), Hx 24k N 10
AL (P=0.005), iR T 64EEFSKGEIT20%,
X CHOPYG Y7 B A R U TS FRAE 1) 4 5 DLBCL A& #
(P<0.000 1)?, 7Eid 3, DLBCLEIGIT EE R H T

TE CTHIN T Rituximab, 7E— £k V877 7 Rituximab-
CT(R-CT) "] {4 CRE /I 15%~20%, 60~80% E ¥ 1] 5
TEEFSM 29%3R 51 51 47%, 18~60% B4 1) 34E EFSHY,
PFSM 59%32 i ] 79%27 . 4R 1M, R A IX L B E 1)
HED AT HE 2 LA 1 R e I 2 LR R RS
PRI, T HIRTT G BEA IR, 2R A K
T3 2R R AE T 28 i 1Y) 2 R R P8 DT 5 8 5 A A
(] B, B VR YT T IEBLE AT .

UEEER, Bt NATT I ST o 8 43 1 38k A
FARRIINR, SBERRIAATT CBON LR R 500%
PERPR VR IT — PR AT Re . WIATET IR, CD30%
Ji 7E CD30FH P4 bk E2L 988 240 i 3R v S i 3Rk, DRIk
CD30m]1F 2 CD30FH 14 itk L g A 1HE V6 97 S8R, H
HU S OB € O DLBCLIY B R 7 #E s 23, fEid
R, DL CD30 AR s Y5 YT 77141 DLBCL
MG TR A2 T T B A, 45l i T PR ria
JTHE A, FRR AT T 4F 6 CD30MI 2 MG y7 ik,
ALFG BT BUAR . U PEAR IS BUR R BTAR 25 %%
G5, JLHZTE CD30 CAR-T(chimeric antigen
receptor T-cell, CAR-T)%J% J7 A A1 CD304E [ ¥5 97
HERKMHE.

2.1 CD30 CAR-THZITAIATrCD30BH MM EIE

CAR-THIEST IE M A2 Wk U 52 AR TAH M S 2
J7 V5, A2 I B RS U 8T 200 i 3 3 R0 A S M R
B LR SZ AR ) — iR B R S 5 T, A A IR
JipIRE VA T AT s L T B RIE A g 1 22— B, AT JLAE
TR A R TR I R R a7 SR B O,
CAR-THJZIT LR AR AT S i), FeE PR &3k,
H A AT B8 A TR SR AE 4 — B B R G e ¥R 9T 7
%o X TDLBCLIM 5, 1A ik A 95 52 7R T4 i
RS 4F 5 M IR BIDLBCLAR THI I L&, I & 15 40 i 4
PR F, 175 bR A A, 38 20367 e E el
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PL CD30J94E 5 ) CAR-T 4 3387 1 1E 2 Fl i g
] N R e ST A N i N 1 w2 R e A =|
A, CD30 CAR-THP 7 VLB N S i iR 77 B
YR IR . AT BIF U6 18451 P KRS T 334 1 B4
Jf bk B8 He o 14T CD30 CAR-TH I TIRIRTT, 33%
()R T AR e, CRON39% .

CD30AMV AL 77 itk E248F (Hodgkin’s lymph-oma,
HL) A1) A2 14 K40 B itk B2 989 (anaplastic large cell lym-
phoma, ALCL)H ik , H7E— 7 Lyl 1) I 28 A
WRELR Rk, I Hal R B /N R SRR X
Ko ALCLAZZME M T4k SR i —Fh i Y, & —F
22 AR AT SRR, 295 BN FTA NHLIY 3%, 7
ALCLHCD30PHMRIEZ A 75%8 5 =P, iIDLBCL
SEAEN—FI BN LR, £ HNHLI30%~40%. TE
DLBCLH CD30E &R N 14%~37%, BRI E A
CD30FHM:#RIA, fH ALCLIY 7024k % £, CD304E
FORIT I E R A IR PRA FLiE—BHER] 7 CD30
B 1R CAR-TH ML S8 7 ik T AT ¥ . B H AT R
1k, 7E CD30BH P bk 28 28 2 347 I R 36 R 1
CD30#E 7] CAR-THu %7 i %4 1), 7 CuE I AE
TBIT B R AR P R R — BT .
AL i HE— 25 1 5% CD304E [ ¥ CAR-THH I 75 145k
B REIATT RO, A LA IEAE AT IR AT B PR
R, WFFCASF 45 K 1) CD30¥E 7] CAR-T % )7 1%
PARGHE— 25 ek ANV B PRAMSEEGIE B, )
CD30[# CAR-TZH g 75 Ko CD30BH P4 bk B8 41 i B
AN 1 P B B P R 3 L /AH A R REER R
$L CD30 CAR-TH ST 2 T16 77 CD30PH MM
Jifgga S o H A S (IR T R B RIS A E AR
CD30 CAR-THLEST V205 B SO V6 P4 bk B8 2 2
A AT AR R,

{H2AE CAR-TYT A PR LA A, W] B H LA
Rl F- B i 2% A 1iE (cytokine release syndrome, CRS)+
P20 T 1 AN [ /S ) BB BRI SR R ROR 4
W 5T R IR, TL-638 B 7ECRS K L] v & 5 2 B A
H, BT IL-6 52 4455 4715515144 Tocilizumab i i V)
feE HT CRS. [FIHTFE M, ik FH Tocilizumab &
CRSIHGE IR, AL CAR-THEEVETT 2 A5
M. #HZ R 5 CRSHIL, IL-672 5 K 2k wE it
R, BRIRAE YR 97 J7 T 1T LA Tocilizumab
PO TL-69 S RIEIRFE . CRSAIMPE F M B ¥ E
W AT AR SZ B R R IR T, (H AT RS X CAR-T

Y1 B ) Th e 7= A A7 T R e 1250 B ) /R e R
P AT DA 3 475 1] CAR-TAH B A 3850 F2 i 51 ] Syn-
Notch 75 ik AT il pe ¥4, w5 R B, nTLAE : (1)
i BRAR IR SV AR T 2 (2) B CAR-THH M [ra Jiy
JAIBAL IR ; (3) L5 HTyT Ik, AR A A 7R B
0 TS T ki — P 3G 38 CD304E 7] CAR-THH
LTS PERT
2.2 CD30%E[a)y7 %A T DLBCL

IR AE A IRT= PN (= Fd i i N il WD e S 1)
S0 S p RIE E HA R L P A 1) 25 03 A T IR T R [ —
Fi7%. HRTER G DLBCLA A& AH < FI M5 = il %
BE R O AW R 1 TR £ 67 DLBCLIY
BRI 259 . FHOC I RE R 2500 SRR % | A7 — 1k
B 1) Z5 W) (P R S BT 1, BBV (Brentuximab ve-
dotin). H #l C&H VF 2 #0239 3R L NI PR R,
WA 2 Fh 25 IELE I RR IS I B

CD30fE Jy— P {2 3t 41 i 384 8 /47 35 I+ T~ 1 46
P I B R AR R, 20%~40% (1) 3 & DLBCL & % %
15 CD30, —%& B 2P CD30Z Y BVIRTT (R
2)1, BV CD30M B B yT BB 259 . — I
283 FEICHERE SO VRS T BV R K /HETS 14 CD30
FHYENHLI T XL, HA7E485IDLBCLEE 1, Fifs
DLBCL 1% WM 22 fi# % (objective response rate, ORR)
HA44%, BFE17%HCR. T H Ay 4 DLBCL
ORRA44%, CRN15%. FTf B I PFS A4
H FEHH0.6~2441 H), (5784 NE 7 K PFS N 167
A QEFEN2.7~2271H). BERIRES CD30&RIAK
2 ST A S, ER I8 g% 2 20 24 11
THEM T VEAS, BT N B A — € F2JE I CD30
15 . BV5Rituximablk & F 25— 52 1 R4, H
TR S M BVl SRR, 65 KR AMEVE T
DLBCLH M3 BV & Z 7Y, H HAE CD303%KIA
(150 BBl PN R A R B

T2 SRS T BVELZ R YT CD30RH M
FIXH)DLBCL, £ — /R /AN RIA CD30M) B3
A CRJG , XA 7T I Jm A0 0L e 9% 4 440 2
(visual immunohistochemistry, vIHC)V¥{ti CD30%&
A% (undetectable CD30, CD30u)f) DLBCLI¥I4
J7 o 5241 CD30u-DLBCL & # 1 1661 (31%)H % M
SR, HALPES N 14N H, HAL0SA 754 . Filija
CD30# 1A & f T H AL B £ BUZ 73 T (computer-
assisted digital image analysis, cIHC) .7~ , 16
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%2 BVEATTDLBCLIGRK R R 4it 3%
Table 2 Clinical response statistics of BV monotherapy for DLBCL

2 RMEMn=39) MR PE(n=8) S (n=48)*
DLBCL Relapsed (n=39) Refractory (n=8) Total (n=48)*

% 95% CI % 95% CI % 95% CI
Objective response rate 38 8.5-75.5 44 27.5-60.4 44 29.5-58.8
Best clinical response
CR 25 15 17
PR 13 28 27*
SD 38 21 23
PD 25 36 33
Disease control rate 75 64 67

2 B W IR, BHEAT T RSP, TN ATT RUMIT . CR=7C 222 ff; PR=V/- 22 A%, SD=RifEHa5E; PD=IW

BEfE; CI=E AR X 8]

*One patient was missing disease status, but had a response assessment and was included in the efficacy analysis. CR=comeplete

response; PR=partial response; SD=stable disease; PD=progressive disease; CI=confidence interval.

CD30u-DLBCLRM. % # " 1164 =1% CD30BH ¥
#ik. DLBCL# ik CD30ufl CD30/) cIHCE M, A
=1% CD30BH 1 31 il 1] T 58 155 ¥ B 2 2 R0 I 25
KA A7 PFSFIOS(NCT01421667)1,

AR, BHBVERNK. s msr 7 48
gh AT R T R R e E T CD30FH ENHL, H1%
GuiRYT ML, T RCR Frie s, B EA T 5
HBEPE . S RMER VEARE A Sk R R TS 1R
7%, WARTEEM DI TR R P BVICS T R
)22 4 P R RCHET

3 Fig5RE

JTAFK, DLBCLI A 26 5 T HH a2 4 86 19 1)
s, FIREGMIRIT LR aEl), RH 2
B EE IR IT R AL, K iR IR T ek B
B . CD30ME 2 H At FLdEH 2 iR T LS 2
—, 'B1E DLBCLIYR YT W 78 24 78 24 35 ok ol 2 22
Hff . CD30FA P I DLBCL & 3 Lk CD30H 14 1
s A e R A AR AL AR AE B, H.CD30
FEME B E A I TIUS , X645 CD30H 2 s N iT
& DLBCLHUS (#16F5. LLCD30N4E &1 CAR-T
o ST VLA ) VA JT % T DLBCL I & R BN 22 4.
AT R B o BE 0T 2 P B MR T VA IRR N
BETE, NATTR I B — T v 7 M LB i g iX —
TR, ANFEEIT ARG IT A & B
BITROR , BREWRIT A IR mPURIT R, ¥ RAWAE
F 3 RN ZE 221 25258 A . 4% CD30M VA IT

J5 S FARAS FEIALHI e R ik, DR
DLBCL AT Ath CD30BH 14 bk EL988 16 97 3R . I
HILE KA IS OL S, 7T LBV 5PD-1hik . 42
7] CD30/ CAR-THH TS ; i R 78 H AR IE I T
S i F% S B TT DLIE R BV AT 4E R BN E VA YT, ok
B EAEAF . CD3OAMMYAEM IR A RIA, i BLAE
HoAtnfrhgig b th A5 3k, LLCD30JNEE S5 1697 ik S
ST IR VR TT 5 I B 45 R BB SRR 1)
BT A,
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