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#MECD30RTT A EFTEMEBINMRIER

TE OKXF FHEE N
(MR Rl K 2 [R5 P 25 B B I R F B B A e Rk, R 430030)

WE  CD30ETMBRALETFTZREBE®RG—N, £ 2 EmEE LA BEES
Ji. EF LT CD3VAEHH é—ﬂca’aB%aémﬂaﬁmﬁaaémb*%u. B b FHIR IR A S
e, 1EIFEF A, CDI0E S E B BB, L HE &% F &G (classical Hodgkin’s lym-
phoma, cHL) ¥ Z &%, F & 69CD30T @ B AP AUub| & cHL A B, #)dmi ENF-xB. MAPK-
ERKAZ i@ 3, %70 I I8 IR 5% S L St cHLAY /& 4m L 69 35 78 A= 4 B = 88 /1. CD30AcHL#E B4y &
FIR 5T, A C ECHLIE ta o JE_E4F 71 3 &k, B bCD302—/MRE# 7 6974 77 cHL#G ¥e
&, CD304ARBIL 2 4 2 A %33 370 Cag b ) T B & MEvs McHL Y W JRo% 77, s JR3E 7 52 R
By K, RERET cHLEH 4TS . sbob, A % AR IE £ 23X I K b 3ed CD30(#)4»CD30%
#. CD30 CAR-T4@ML5)76 77 cHLA) 77 ik, R o ls R AT AF 70 VA Bls AR 3e & i A Ak A 19 77 2L
Z XA 42i£ CD30ACHL Y 69 &3 . T a4 vA R ¥ed CD3074 77 cHLAG A 50 & .

KEEA G TR 30; 4EAT 25 BT HR S PR SZAR TSN MY, B A e bk TR AR R TT

Advances in Targeting CD30 for Classic Hodgkin Lymphoma Therapy

LUO Xia, ZHANG Wengqian, LI Huijun, DENG Lingyan*

(Department of Laboratory Medicine, Tongji Hospital, Tongji Medical College,
Huazhong University of Science and Technology, Wuhan 430030, China)

Abstract CD30, a member of TNFR (tumor necrosis factor receptor) superfamily, is a type I trans-
membrane protein that is localized to cell membrane. CD30 is only expressed in some activated B lymphocytes
and T lymphocytes and involved in regulating the function of immune system. However, it is upregulated in a
variety of lymphomas, especially in cHL (classical Hodgkin’s lymphoma). Highly expressed CD30 promotes
cHL progression through various mechanisms, such as activation of NF-xB, MAPK-ERK signaling pathway, and
influence of tumor microenvironment to promote the proliferation and anti-apoptosis of cHL tumor cells. As it
is highly overexpressed in cHL tumors and promotes disease progression, CD30 is a promising therapeutic target
for cHL. BV (Brentuximab vedotin), a kind of CD30 related antibody-drug conjugate, has been approved for the
clinical treatment of relapsed/refractory cHL. The clinical indications of BV have been rapidly expanded and
significantly improved the prognosis of cHL patients. In addition to BV, several studies are working to develop
other CD30-targeted therapies for cHL, such as CD30 monoclonal antibodies and CD30 CAR-T cells. The effec-
tiveness of these treatments has confirmed by many preclinical studies and clinical trials. This review will sum-
marize the expression and function of CD30 in cHL and cover the advances in targeting CD30 for cHL.
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FE AT LR (Hodgkin’s lymphoma, HL)/& K
YT AR 0 BAR R PRk TR, 20 SRR T2
7 I EL 9B R 1 10% . HLAT AN =y R AR B B
BRI EIETE 15345 2], J— M RIE60
PUJE BYo M4k e 40 8 25 WT 8 HL 70 N 48 SRR
7 4 kB8 (classical Hodgkin’s lymphoma, cHL)F
877 1 9k 2 40 iy S AL EE A < itk 298 (nodular lym-
phocyte predominant Hodgkin’s lymphoma, NLPHL),
Horh cHL 2 8 7 ik LI 1) 2 B8 (49115 95%)), LA
FARZ )R T 4k R 4 AN 22 i 1) LA IO AT A
[C (Hodgkin Reed-stainberg, H-RS)4H il A%RFE, 51
RN R i R Rt N a1 AN o R v N R
RLAH M 55 R VRN ELSe, AT W] i g R e L IR A
FERZAZ P KERIr cHLEE S A7 Ala &, Ik —
AT T REECOFTEWH: B MR RHLE. &
KER. KEFRBAIL R LRI S 16 (adriamycin,
bleomycin, vinblastine, dacarbazine, ABVD), &5 —ffi "y
TSR F 3R HIRFETE T -+ 25 3K A B E I +CFBnl +
R EE+% JE A (bleomycin, etoposide, doxorubicin,
cyclophosphamide, vincristine, procarbazine and predni-
sone, BEACOPP) Ik & (8 H] o [HAFER I, £130%
(3 BRI T AR AN 1 ey 52 R v P 7 itk
E2J8 (relapse and refractory Hodgkin’s lymphoma, R/R
HL), HH2)50% [ R/R HLEE AT @it B 7R i 41
JfuF£4H (autologous stem cell transplantation, ASCT)3k
IR @, SRR T 70 R . 52 R KUK
DA S AN RS H B AL IS 52 R I R, dn o] S 3 B
UL LIS E ST VEL RELS i M EWN: 7 T

2 B 43t i 30(cluster of differentiation 30,
CD30)& 714 /& cHL I8 20 A 5522 1) 43 T ReAIE, DRIt
AN LR ST YT cHLIFHE 2 ), #L[ CD301Y
PRI 25 V) 4E AT 22 5 B 3T (Brentuximab vedotin,
BV) T 201 14E4b#E B 77, B35 2038 1 cHL I # 1 7il
J&, HIRYT cHLIIE BOAE G4 B A8 I+ 4 # 48
RIMCERANE & B ARG TR, B2zl 2
T IT 75 SR TCRH) cHL A #, 5  Bsh Ji vy XU [
cHL 3 125 3238 I T 40 M A A8 e A IR VR 9T A K Bk
AT T 2R AR YE CHLIVA . B T BVAF,
HRTETFJE T 24 LL CD30 A8 1539697 cHL i PR
T FE A IG PR RS , X 6B 78 n] BE A cHLYA T 45 K
Hr I FEAE R U, ASOR X CD307E cHLH )%
. THRELL K CD30AH K AL [ VR I #EAT 2534 o

1 CD30ZEMREYFThEE

19824F: SCHWAB%: 0 H fig 5 5 M 45 & HLP
96 4 i 1) . S B LA 25 5E H CD30. CD30 LR
SR8 PR BE IR ¥ 52 A 2 )i i B3 8(tumor necrosis factor
receptor superfamily, member 8, TNFRSF8), & J& T
R A FE IR F- 324K (tumor necrosis factor receptor,
TNFR)H Z % 1) VRS 2R (K1), CD30Me4ME
6/ F MR BR E P HI A K, 5 TNFRAE %A %
U RIRIE U, CD30 M4 B AT DA 2 A K iR
BEEDI 8 A PT¥ PE 11 CD30 B (soluble CD30, sCD30)
oMM I U, CD30MI P B 34 B ST
A 1 45 F 3k (D 1~3), HH D21 D345 3 mT L5 i
J8d R BE IR T 52 AR FH 5 KT~ (TNF receptor-associated
factor, TRAF)%: & 0% NK-«Bil % , 1fii D17
44y TRAF ] BLEEOE NF-xBfs S i ', CD30
(R IC 44y CD30L, X AR4H /4 Hi i 153 (cluster of
differentiation 153, CD153), & )& T B RFE A 7
(tumor necrosis factor, TNF)Z % 1 IR %5 i 25 1 o
CD30-5AALE & 5 il LB =R ik, RIFIHLEY)
I,

CD307E 1E & H 4 R ik KUK, ANAERR 4
T A P B ESL T R TRk ER A0 v 2k, A b B
RTH Ji A A A2 TR (CD4SRO™T T) A LA K2 A7
T A2 R O I R E L A X 311 2 B2 ) Btk
B U, AMAKAWAZ: USRI, CD30R% G
/N R RS K, FE3A CD4/CDS XU B P T4 38 i, 2
CD3 0B e 2 T T fig DL A T B 20 Jf 4 i
() BN A2 B AL A Se i . 5 Ah— T 7L R B,
CD30-OX40FE 5 [ /I BT T 1385 1 4 2% e 28 i
ZrEH, R IR PUIR I Re 13240, Ok LR
AR RO OB T, T SRR SR s CD30YE i I AT
LA T BithE 4l al et b K ¥ 4EH . CD30ik
AT DA T Tbk B0 A G 28 B2, AR iR % TR 25
{10 TR 2 AR 3 T P A B 5, R T4
A B4 A -2(interleukin-2, 1L-2) R R ALK T
(tumor necrosis factor, TNF). T-${ % -y(interferon-y,
IFN-y)Z: 4 fg [& 7 17, CD30/CD30Li& i i 5 4l Bh
P T (T helper cells, Th)TE H & 5 Fl 5 0E i 72
HHORAEAE U8, CD30/CD30LIE il #ii] CD4™ T
N SR EFD AR RS R HE T R 45 b, CD307E4E
FENUIAR 3% R T Re P R E B EAEH .

CD307E Z PPtk B8, A6 cHL 1R ZZ K2 fa itk
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Fig.1 Schematic diagram of CD30 protein structure

E2J7 (anaplastic large cell lymphoma, ALCL). #M&E T
ZH 9 bR E2 98 (peripheral T-cell lymphoma, PTCL). #i
FEFL B (mycosisfungoides, MF) AR 14 K B4 ffl
WRELJR (diffuse large B-cell lymphoma, DLBCL)%4|
P #IE U, H AP E cHLAI ALCL A #3A s 5 1 i
A2, HEERZ, CD30TEA R ik 8 vh
FIBASHAIA, CD304THk Ki-17] LA ALCL4H i
B, (R dE R B IE T, (R XNTHLAH MR A s 221, %
SRS T R, CD303E J5 HLAT ALCLAH A 1)
BRSO PFWAEREZ R A REINN
CD307EA [F] /M v Dy i (1) 22 2001 T g 72 M 9 B A
[ DX 3 1), B BARBLHTS R 75 23— P 7.

2 CD307EcHLHHIFRIE K TNRE
2.1 CD307EcHLAHAIFRIX

cHL [ H-RS4H fitd 155 %34 CD30, K ikl EARR 43
CD30/1 ik 2 71X 47 NLPHLFI cHLP, b4, cHL
S LIE 1 sCD30/KFRIE N S AR YT [ NAS R
&, CD30A1 JUNBJE ) F B 1518 6 W] e 2
CD307E cHLH i RIE 1) 70 1 Al . — 7T, CD30
AT DAY 20 B AME 5 T T IO - 22 R R E A
fifg 6 % (extracellular signal regulated kinase-mitogen
activated protein kinases, ERK-MAPK) I/ J5 i 2 [X]
JUNB(JunB proto-oncogene) 3 1%, % —J71H, JUNB
SOt R4 & CD30J5 31 B CpG & 4 i 2t DNA
Bk, {2k CD30FRIA P, WL N 51 k432 CD30
CAR-THMIE YT ) cHL 87 [P 4 g b CD30% ik
IR BEAS, A7 FHLE] AT ANTE A 7 AL I
RAEBE 2 50 B 52 (Cladribine) ¥6 7 1) T4tk EL 40
F 1955 (T cell prolymphocytic leukaenia, T-PLL) & 2
FERZBVIRTT IMALCLE # 2 tH B 252,
2.2 CD307EcHLA BT RE R /L

¥R ¥~ -xB(nuclear factor kappa-B, NF-xB)i#
HAS CD301E cHLH AP~ 4E H , CD30/E 47

55 MRg R GG IR ¥ 32 4 AH 5 IRl -F- 1/2/5(TNF receptor
associated factor 1/2/5, TRAF1/2/5), #i& T
NF-«Bifl %, fie #f cHLAH M i) 4735 BNl 2) . 3Rk
ANE L B E) CD3 0BT 4K AT [ T NF-xBi& AL I T
P IL-133K55, 55 cHLAE M T2 B2, HfF 7 kI
CD30/ 5 [ #R 7 25 1 90(heat shock protein 90,
HSP90) 1A 1] fig A 4% cHL4H {5 5 38 2% 11 v O
ML, CD30w] LU L fie it AR FE A5 1(heat shock
factor 1, HSF1)®EZ 1L 5 S HSP9OFK ik, i CD30
5 HSPOOM il cHLZAH I 52 NF-xB. L2 %R /5 &
IR £ 11 4 (serine/threonine-protein kinase, AKT)
FIAE 5 % T 6 S50 B 1 (signal transducer and
activator of transcription, STAT)H i 1, t4h,
{8 H CD3 0 H 4704 H) 808 7 <5 vk L JR3 4 i vT DA |
W C-X-CH: 7 #a b [K 7 52 & 4(chemokine C-X-C-
motif receptor 4, CXCR4)\JmRNA /K-, B 5 H X}
CXCRAMCAE C-X-CHE 7 a1k Rl B4 12(chemokine
C-X-C-motif ligand 12, CXCL12) [ #afk % v B4,
CD30R}IX £L3H % K 73 B 4% 7] 5 55 cHL 4 i i)
WIEEALH K.

bR T RS BB cHL R 40 i % 1 #5 4k 41
CD30id ] LA 1o 52 0 b /83 il A B8 A2 32 cHL I 2 g
W FE B, H-RSHHIE T LLidE i CD30AH % A0 ELAE
FH ) T M B S GE A S AL . 24 CD30AEAERS, 5
H-RSHHHRILHE IR 1 THH A fERIE CD25 /1 CD26 H.
SIUAIL-2 o TRANAMEMEIL-2 8 H1CD30 Tl b #EH-RS
T DA 3E T ARG 58 B ik ml L, H-RS4H
AT L 2 18] 47 £ CD30MH AR LA, X Fh i i
(1) £ A RE o 4 1 R S 2, (RSBt PR A L Y 2B
HAFIE o
2.3 ALAMECD30FNINLF_ECD307EcHL A RI{ER

CD30 7] LA i iy 7 oy X 70k 21 48 Jf 4k, —
Tl 2 1 i B & 21 < J8 55 1 B (a disintegrin and
metalloprotease, ADAM)(F= & ADAMI10) ) E i 7%
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Fig.2 Schematic representation of the mechanism of CD30 in classical Hodgkin’s lymphoma

isCD30, J3—Fl2& i /EA—AN 58 B CD3055 i i
5 8 1L 7 A A FE Y (extracellular vesicles, EVs) 7y
WEYN AN . H AT sCD307E cHLE & Fh 1 F A
TEIE, EHAATRBANHsCD30Y) # A LI 5ECD304E
FVEIT O, 48 B B 677 BB-3644 1] 22 %
I cHL 5 A i 88 /I8 BRASEZS Iy F sCD30 R, 2
15 CD30#E M5 97 97 2 B SR, 1T BB-3644
(0 Rr S PR AS v, T30 38 3 W PR F 92 IR R A7 7E
P AR R WL B B B M & k. IR, R
S 5 ) ADAM10IH 7, W1LT4. INCD8765.
ADAMI0FUIA R e RI/E FHEE/NET, ADAM1OFH|
A5 BVECE T BE 52 =BV IR SR Y. (E
HERM A, 75 cHLH ] ADAM10 T A& — XY
D16, 5 ek 7 CD30SE FIa T TR, 5 —
J5 T AT BRBOE R g Y R AR B R A — A AR
HIsCD30A 2521 CD30 CAR-TZH i ()5t i I8 2R,
X A]HE 2 B T-CD30 CAR-TZH il 3= 25 59 40 o JiE |-
) CD303 M f 4 EVs_EFIA ) CD30-5 I8 fi 3k
5g v CD3OL AP 1) S Fe 4t o A7 72 Dh e BLAE , EVsAH
K[F)CD30R] LA BVAE cHL & 3 h 97 3. FAk
(IALI] AT B & BVASOER 1) % A cHL MR 40 A, 1 HL
X $E 4 CD30BHYE EVs I i s il [ SRR it A 7%
(EIE R

3 #0[ECD30;487TcHL

CD307E 1E # 2H 2340 i Hh i AR AX PR T /N8 4y
AT BilREL4H A, {275 cHL ) H-RS4H A I 4F
TEME R RIE, R — B R IE T S ™ Hoar
FER T 2% X% CD30IARTT J5i%, A4 CD30PiiA
CD3OFUIAMEEE 2G4, CD30 AR %244k T40 7
i (chimeric antigen receptor T-cell immunotherapy,
CAR-T)ZH %5 (F&3).
3.1 CD30E &K

H AP 7 2 AN FI F CD30 ¥ 53 [ ik VR 97
cHL IR RIS, HIEI7T R AR ANE . 19924
FALINT&E 5] Y BRJE I (14T CD30 52 58 FE 514 Ber-
H27597 cHL, /% Ber-H2 RE 5 47 7 14 45 A H-RSAH L,
{H2 B T B UM ) XA 2 SRR 45 A AT
WG AE /) B b LR AR TR b T B B R R A ROR . Ab,
TE 61514 SZAZHUAR G T 1) B A W42 24 20T
UM R ¥, B AN RAE PR ERS Ik T
N — NI A A SGN-30LL A2 A JEAL I Hi ik MDX-
060 Ilfi & HIAF 7T & L, SGN-30FIMDX-0603 A8 %4
F0H] cHLAH M A= 4, 78 /) MR A5 7Y Hh 4 R W 52 3]
Ji g v IR R AR AE AR v . I R IR 56 2% B SGN-3 01
M R, AR PRSR 2 — M, 38491 52 K Bl V6 P cHL
B, 1141 8 3299 1 F2U€ (stable disease, SD), %A
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Fig.3 Schematic diagram of targeting CD30 for the treatment of cHL

BF IR 5E 2 52 f# (complete response, CR)ELHE 7
Z%fift (partial remission, PR)™*!, MDX-0601] THAAI 1T
IR I LA S 2 HL 85, Horb 254 Bk 3
SD, 271 PR, 44 CR, & 2H rh KL 5 S fift 15 S ] 45
N6 H o AT HT CD30H IR TT R AMER 5
DRI AT g 5 e oS 46 & 1t Re 22, AT MEC D30 A A
AR AR 38 1) 4 B 3% A7 i 0 E S B 4] ) HL R
Wz BRA S AT T SGN-301 & 167 (1]
I RIETT ROR, £ — T I PR 5 o A FH SGN-30
A o POl . KR I B & Ak JTg o Ak B
%5 % (gemcitabine, vinorelbine, polyethylene glycol
liposome doxorubicin, GVD)G Y7 30151 & % ) cHL &
o, BT SR B LER T IR T U 2 B0 IR
RIS AW, By 7R E AL, 5 sl
HIGVDAHEE , SGN-305k & i HI 2 1 935 72 W 42 2
47
32 HMmEERNR

B AR CD30 o [ Bt 44 I A 3k B U T 2%,
B2 CD30AH K I HLAR MBI 254 BVAE cHL 1 Il
PRIGST 3R T E Ry BV £ 2454 2
T — AN 8RR AT ) ) OE 2 SR CD30
W P A4 5 20 T 25 1 0N 40 245 4 o PR R A YT

E(Monomethylauristatin E, MMAE) B 7E — i 1%,
BV KFEHUMIE AR BIALE T 2 (1) BVH CD30
U B cHLAI M E /¥ CD30; (2) 4 i@t i &1
HIR BVIAL BRI (3) BVAEVARE IR N K i RE L
MMAE; (4) MMAE#IHl 18 5 &, i B Go/M
FERMMFET . AN, MMAEAEYH I ET: 536 ] LL
TR T e 8 A B 55 25 4% ) ] e 4t R )

BVTE cHLH (197 850 e % 4 M LA TR I R R 58
Hllfs VA IT T 43 B 36 AE . BV & 51 I AR BT 78 J2 18
W 20104 H YOUNES 25 ¥V 22 1 T PR 156 5
5 (NCT00430846), i FTHIAARE | BVIER KAk
Y6 PE CD3OBH Mtk B 83 ¥ 97 Hp A FH R & DA B 22 4
Mo B AR — A 3L 710245 HL AR 3 7 DY I R 3
56 IESE TBVIRYT 3k, BMZ M2 (objective
response rate, ORR)N 75%, HH 34% 1) 35 1L 2|
CRPY, 20114F 3 [ £ i 24 b B 7 #1J5) (Food and
Drug Administration, FDA)#L#E BV ] H TiR97 B4
T2 I 240 e L O I B T A AR I LT 4 R RS
M it 20 2R IT U7 R AU cHLER A . It
JE BVIFIE NAEAWT R, Jefm S T 2 R sl g
o R cHIL £ 3 42 52 346 1f T4 AR RS A J5 1 DL VR 97
WRER G AT 77 R T 2 R MR Y cHLI IR B,
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20204F H ][5 5 24 i M B B R IE Sk BVH T
TBIT N CD30FH Y 5 R BfE ¥R HhcHL . ELSEH 7
I PR Y& 7 1R [ P AFF 7[R REIE 555 T BV SR B0
PR MEVR PEHL T 25w FLBoR, BVITALE
CD30RIEK T A KM LY, BV MR, & I
A B LS R 4l ek /MR D 3E
M. BRI By EIPIE eSS arEad
I BT 2 (IR A
3.3 CD30 CAR-T4Hff

CAR-TE ML R (i va 97 RS T BRI,
B R B K AR R T AR X T i 52 A E e X 4
A, PRI T I RIVE R R, A T2 R 2
SRR PRI B AR T RE BT HOMBACHS: PR IR
XFCD30 CAR-THHMI 1) 2 A 1 A1 B AT HE 7. 7
/N AL H1CD30 CAR-T4H g A BEHE ] CD30/CD34fH
PRI IE 38 A fR NS AL ik D4R, e T, (H
BT U T ICAR S Tk Z LS 5, R han i
FAGBOR M. S AR = AR (A LSS S)
[JCD30 CAR-TAHMILE cHLAARAM Fo /)N BR A P ALY o
LT SRR R AT RE I B — TG RIRIG S5 4L T
6111 52 BUMETE P cHL 5 1252 CD30 CAR-TIGRYT, &
BT CAR-THI A R4 (T 5214, (FUI PR BCR
AR, ORRN33%, 20144FMRTHCE M E 52 118
52 M ¥ 1 B AT Ak B2 R fB 3 iE 4T CD30 CAR-T
MHHERYT , MRS 5K B CD30 CAR-T4
i SZVEREUT , 2 AR N 39%(7/18), BImtziilZh
72%(13/18), TIm it i [a] -3 9.5 1©1, 7ERE
Ja B R 7E R, AR BICD30 CAR-THH I A B
R EL A R A AT AT DL 3 B3 CAR-THH R 7 2
— TG PRIRIGFE 55 1 320 5 R MR 1 cHL AR 5 252
CD30 CAR-TAH LI A Btk 2 4B A7, HHORRAY
72%, 1961197 N\ (59%)iE | CR. BEAh, XUHE £ CAR-T
41 (CD30/CD19)fE cHLH WA LT 197 25, Bk
5T 2B CD30 CAR-TAH A rI g2 B & VA 14 cHLIY
— PRI T IR
34 HbFrE

U S5 1 01 B 1 2 28 £ 9 A se vt 4k v B il
AR, 53 25 S BE 240 B A g i R T 43, 76
e 20 B ) LR S T Ak S A, 5 T S i
o Fif9RE 41 B ) A 45 o 20T 22 904EARKT X BRI &
T FhEE [ CD30MT CD64( W 4H A A2 4% 28 g
(1) fe-y 5248 ) (R UURE S 14 4 H22xKi-4, iZf i it

PR 20 P A 5 19 240 i 55 4 FH 6F C D30 B 4
JEAMLIEAT A, 108 HMEVEYE cHL I S #2521 %t
YGIT, A ABIERISD, 16195 ACR, 3BIPRI®., &
NATTFF T (R I ) cHIL i3 41 ff 38 T CD30AIT NK
2 2 [ CD16A I XURF S VA IR T 2 28 AFM3, &
AT DAH 22 NK I A 15 CD30BH M: i g i i, £E4H
FANZN K R 7 H AR G B4R 2R . I PRI 9T
R, BEIRAFMI3EIAE F X cHLIG YT R A IR, 2
AFM135 Pembrolizumablk & 7797 cHLH ORR 51k
839%™, I R ATAF FL 45 F s, AFMI35 RO I3
B I E AR A4 41 (natural killer cell, NK)BECA
18 Pt ELASE T (R 2R e

H-R S 2 i [7] By 2 38 P9 i [ 988 R BB IR - 52 44 K
B R CD30FICD137. Mk, #FFE N RFF & T —Ff
AJ LAE] I 45 4 CD30AI CD 137/ WU St pifk . 1%
PUAA T ol I8 4T ) R S PR A R, AT DA S B AR AR
g TR, A B BN — M B HLIR T
%%[6710

Br 7 BV, MITIETER T HARBURBE L) .
E— TR IATE T, AR Ber-H2 B (8 6 2 5L
R BIRAKBESZZLNIRTT 0 B IR R sz 34
il (RYRIT S BRFEEI A BRI, Ki-4/dgAs& CD30H:
PO J 0 L0 B PR B R 2B AR ERA, Ki-4/dgATT LU
CHL/IN BB FR~ 340 A= A7 TR AN 42K (AR ¥R 97 4 ) e
F 132K QAT )LL B, 1561 HL %52 Ki-4/dgA
16T, Hod 19 A PR, 14142 B2 %% 7. SCHNELL
G UNTER T — U e 2 AR, A I -13 1hRd
CD30/) R B 7 BE TR Ki-4. 220 cHLEE E %2 T
BU-Ki-4136 77, KA 66 P15 CRFISHIPR), {H
T B AEIRYT E U E LR R, S EGZE T

4 BEERE

KLER T CD30E cHLH I . g 44
TR 43 FALHI L SE R CD30YA YT cHL I fBiidk
J&. CD305 3R IE /& cHL R 41 i 1) 5 2253 FHRFAE
Il PR | AT AR 3 CD303R 1A 22 57 [X 4 cHL A1 — 2 3 At
AV . CD30 W] @ Fl Ak 32 A4 45 A s Ui
GO IR A B A T LI cHL M
S A PRI B RIAT S o« IR FECD30ECHLH )3
IRV R REALH], AT~ cHLA G T $2AE8 fHE T,
B S\ LA A . /E N —ANE cHLAH
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R R R IR RIS I 1, CD30#A
Hre—ANEAER R IRIT RS .. RARTFRT £
FH#E [ CD3076 Y7 cHLI SR IS, AR EEc 9BV

TECHLIIRYT RIS T B KRBT, B3 003 T cHL
WA (KD,
JUE T CD305 cHLAA % 1 3L il A I R HF 7%

FR1 ER4rELEICD3034T7 cHLAYIG R BT R IR R AT 3R

Table 1 Some preclinical studies and clinical trials using CD30 as a therapeutic target

SEP IR ik i TRIT I B T RUR 225 R
Intervention Drug Study type Efficacy results References
CD30 monoclonal SGN-30 cHL cell lines (preclinical  Inhibited tumor cells growth [72]
antibody studies)
38 R/R cHL patients 11 patients achieved SD, no patients [45]
(clinical trials) achieved CR or PR
SGN-30 and GVD 30 R/R cHL patients 5 patients developed pneumonia and the [47]
(clinical trials) clinical trial was terminated
MDX-060 72 lymphoma patients 25 patients achieved SD, 2 patients achieved  [46]
(clinical trials) PR and 4 patients achieved CR
BV BV 42 R/R cHL patients ORR was 36%, CR was 21% and PR was [49]
(clinical trials) 14%. Median duration of response was 9.7
months
BV 102 R/R cHL patients ORR was 75% and CR was 34%. Median [50]
(clinical trials) PFS was 5.6 months
BV 182 R/R cHL patients (ret-  1-year OS was 83% in BV group. Potential [53]
rospective study) adverse effects included peripheral sensory
neuropathy, neutropenia and lymphocytope-
nia
CD30 CAR-T cells The first generation of CD30 cHL cell lines (preclinical ~ The CAR-T cells could not kill tumor cells [58]
CAR-T cells studies) effectively
The third generation of CD30  cHL cell lines and mouse The CAR-T cells could kill tumor cells and [59]
CAR-T cells models (preclinical stud- inhibited tumor growth
ies)
The second genera- 6 R/R cHL patients (clini-  The CAR-T cells were well-tolerated in [60]
tion of CD30 CAR-T cells cal trials) patients. ORR was 33%
The second genera- 18 R/R cHL patients The CAR-T cells were well-tolerated in [61]
tion of CD30 CAR-T cells (clinical trials) patients. ORR was 39% and PFS was 9.5
months
Immunoconjugates Ki-4.dgA cHL cell lines and mouse Ki-4.dgA inhibited tumor growth and pro- [69]
models (preclinical stud- longed the survival of mice
ies)
15 R/R cHL patients 6% patients achieved PR and 12% patients [70]
(clinical trials) achieved SD
BIKi-4 22 R/R cHL patients 1 patient achieved CR and 5 patient achieves  [71]
(clinical trials) PR. Severe hematological toxicity occurred
in 7 patients
Bispecific tandab H22 x Ki-4 10 R/R cHL patients 4 patients achieved SD, 1 patient achieved [63]
antibody (clinical trials) CR, 3 patients achieved PR
AFM13 cHL cell lines (preclinical ~ AFM13 could kill tumor cells effectively [64]
studies)
AFM13 and pembrolizumab 30 R/R cHL patients ORR was 88%, 37% CMR and 47% PMR [7]

(clinical trials)

R/R cHL: &R/ %

HEA7; PRS: i RAEAT

R/R cHL: recurrent/refractory classic Hodgkin lymphoma; ORR: objective response rate; PR: partial response; CR: complete response; CMR: complete

metabolic response; PMR: partial metabolic response; OS: overall survival; PFS: progression free survival.

TUFE AT 4R, ORR: ZMZEMARA; PR: ¥/ 25Mf; CR: 562, CMR: 56 &R ZE#; PMR: SR 2%, OS:

el
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o HIR, REFLE L0 E T CD307E
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