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Daratumumab, which is a new human monoclonal antibody used to treat multiple myeloma(MM)

Corresponding author:

Abstract
that targets CD38. has direct antitumor and immunomodulatory activity. Recent research has found that daratu-
mumab-based regimens are widely used in the treatment of MM. The results of several large clinical trials have
confirmed the clinical benefits of daratumumab in combination with other drugs. It can be used not only for induc-
tion and consolidation therapy in newly diagnosed MM but also as a treatment option for relapsed/refractory MM,
and showing potential efficacy and tolerability in long-term maintenance therapy. The data of real-world research

further support the improved survival of daratumumab-based regimens in MM. This article reviews the application

of daratumumab in MM based on evidence-based research.
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NDMM i # ; @ D-Rd 535 & Z Jo Bt + 0 B 1k
KA HbFEKRAN (D-VD IR IT BT 2842 3 — 2k
ST MM B QB W Z IR PABRITH
RRMM ##&. HatENZ M EEYEKAHZ
JCHAUHES S NDMM & RRMM #3536 97 /9 FH 24
TR, BE B 2 2 78 i PR A FH 8ok B 22, H i PR g H]
IRIERIERCS-UEEN

1 XEZRBRRMERNS

NEZ IR S NFAL R bR B X
EAEHMLE . — 51, I8 Z LSBT B S R
MM RN CD38 ¥ F1E4s & @ o DL T Z Rl
il e 295 S Mg A st - Qi At Fey Z & &
H 38 Bk (Cross-Linking) 7E H , H #5% l MM 4 ifd
B4 3 P L 35 5 R A T 0 AR AR B T 5 © R AR AR
) A0 B 2 P i 24 T T A AMA R B B T R A
Yy A By 20 o 5 5 T2 L L K A0 i L 3 g
S R 35 A AN BE T s B AR 81 41 JE A 5 1) 240 B B4
FH & 528 3500 240 B T 5 38 B 0 BT ) Fe 4514 1
56 R A T PR BRI, B B PR e Y
Jih 968 A LB T 5 O Bt 1A 44 1 %) A8 T A WA - Gk
2 JU BB A 1) iR A0 T S R R Y Fe 2 1Ak
54 I s AR AR FH . S 2500 JRE 4 G B 4 T 1R % A
o T 1% 25 30 T[] B R YT e R B
{45 O i B A S e M il Pk CD38 1Y il 1% 7, 14
B CD38™" e 310 i) 1 4t L, 40 -1 58 >R U5 A 100 o) &t
Jfi (CD38" MDSCs) . ¥ 5 £ T 4H M (CD38" Treg)
1B 4 HE (CD38" Breg) . M\ I 34 Jilt 470 i 988 42 928 1
Ze s QORI A T A (CD8' ) A B T 4i il
(CD4 ") M5 T 20 B 52 B, F — 25 3 i 47 i g
PE I
2 EERZALBHENDMM EEHHFARER

NDMM &35 #3697 B br 2 = 0] g FE AR M
T I8 B TR BE 28 fiff . OF JE K 2R A7 3 4 v 2B 0 o o
MR A8 0 7 A A 52 B MOk ) R (6] 6 T
W,

2.1 ARi&#4 ASCT B9 NDMM £ #

MAIA 55 1 ALCYONE #F5% &35 5 %
PirEARE A B NDMM &% Ir R 2 A1
W1 AR5

MATA #iff 5% ZE < A7 Bl D7 B (6] 28 64. 5 A~ H 1Y)
ZiREW DR RAGIFMT B ERGAESH
I NDMM & & 19 5 2% fi# K (overall response
rate, ORR) . 1 /N 5% B 9% 7% (minimal residual dis-
ease, MRD) B ¥ 3%, 4 < JC ¥ J& 4= 77 1 (progres-
sion-free survival, PFS) (] P<C0. 000 1), % #f
FERRLRE T 2 73. 6 N H A A Hr BR  D-Rd B
Rd 4 W #F K T B HZH 0 B4 HF W (overall surviv-
al,OS) GRiEH| vs 64.1 M H . HR=0.65,95%CI
0.52~0.80), FEMIL T 350 MFET- M. ALCYO-

NE # 58 h i D-VMP )5 W W R T ORR,
MRD B 2501 PFS 45 J7 17 09 ek 3% 5 B 76 < 1B Uy
% 78.8 M A J5 . D-VMP &7 4 h 7 OS 7] ik )
82.7 M H WML T VMP 411y 53.6 ™ (HR =
0.64,95%CI 0.52~0.79),

TESG I 53 )2 B 41 43 B v s MATA 58 v 9 48
g 18t 7% 2% 45 & NDMM B #5 76 #: % D-Rd 3697 )5
TR 28 A H BRI E s R Rd 415 B
1) PFS 3K 25 (AR 35 3 vs 31.2 ™~ H, HR = 0. 49,
95%CI 0.36~0. 67", ZWF5E ALk 56. 2 4
HIJG.D-Rd HEAE G dell7p t(4;14) 3 t(14;
16) INDMM ##55 h [/ B A i PES 38 25 (45. 3
NH vs 29.6 ~H.HR =0.55,95% CI 0.32~
0.9, #£ ALCYONE #F 7% 1 K 3 B 15 L i /&
NDMM H ##:3% D-VMP 357 )5 (B 7 OS 1] £
k83 MNMH.EBEMT VMP 41 53.6 1~ H.
(HR=0.63,95%CI 0.51~0.78)"; H It T
FRIGiE & w5 e A, D-VMP 41 82 % 1 ORR 1 i
EET VMP 41 (P<C0.000 1; P=0.011 D,

MATA 55 BAF I W40 23 45 SR 6 W, g 4F
WAy 2T, D-Rd 4% Rd 43 Al i 25 k38 B %
# ORR.MRD [ %, DL & %E K PFS Al OSY,
TEZ A58 B (0 =75 % W4l A B A, o A B U
56. 2 M H B, D-Rd 41 NDMM & (1 h i PFS B
BE T Rd 4H(54.3 MH vs 31.4 ™~ H, HR =
0.59,95%CI 0.44~0.80), 1£ MAIA #F5E &)
HES A AR AL Rd FE L B#E#2Z D-RAIA
JPIG ) ORR(P =0. 026 5) 58 4> 25 fift 5 3 47 1 2%
fi# (complete response or better, = CR) ¥ (P =
0.014 4) Al MRD B % (P =0.000 8) ¥ ¥ &,
ALCYONE 58 A [7] Fifi 17 B Bt 1) 45 2R 34 i 7w, =75
B4 D-VMP J&Y7 M b VMP B A5 2
1 R 22 i R IR MRD BPE R ol 4t K PFS % 5 i
BIFR R, I AY KR 55 4 20 A T DL L TG R 55
K& W f, D-VMP J7 £ % A& & ASCT 1)
NDMM # & i ¥ B 0 & A I R 3k 25 . Gird
G o AR M — B KWL TERE A ASCT
1) &4FE NDMM B & IR YT T RA M HEY . H
BE AR AL B T5 2243 39 9 D-VMP 1 D-Rd, H D-Rd
D7 8 LA X (R 2 S A 3
2.2 14 ASCT By NDMM i #

TG4 ASCT 89 NDMM B FH th i &3k 85
ZI BT AR A 5E 5 GRIFFIN' (CAS-
SIOPEIA" f1 MASTER HF5x %) 4,

GRIFFIN 53 9E5E T D-VRd £ & A #%
1 NDMM & 3697 o 2 v, Jo e & 76 B 4l A
FE S MG I DL B B A SR R IR T S S
BEW G R IE A S T VR 41, H=CR XM
MRD B 1 5 5L B Bl 25 e a) %) 4 5% 1 2 5 A0 8
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iz - CASSIOPEIA BF %8 4% B W 3E B 7
DVTd#H VIdiES AR B ERSEEBHE
NDMM # # ) MRD B %, IF 4 K T PFS Al
OS™', MASTER 58 b 7 B 177 34. 1 4~ H W5
R % D-KRAGITRI B FE P AH 71 %1k 5%

2L 2 %k MRD ] )5 15 (k36 97, A I MRD
(MRD-negative assessments underwent treatment
free observation and MRD surveillance, MRD-
SURE BB, WLk 1.

R1 SEXRFEZALERFRIET NDMM 2EHNXEIEKIXK
B KB I fift I
Y
) NDMM %ey BER MRD™ (R
PN S S 7:_%.2 /4l Pilf[El  ORR  >=CR >=VGPR e PFS/H OS/H
7 Eae
- /R I% B E/%
10°)/%
RIE SR MATAL D-Rd vs 368 vs 615 92.9 vs 51 vs 81 vs 32.1 vs 61.9 vs NR vs
NDMM Rd 369 ' 81.6 30 57 1.1 34.4 65.5
90. 9
ALCYONE™ D-VMP vs 350 vs 758 46 vs 73 vs 28.3 vs 37.3 vs 82.7 vs
. \ ? . Vs
VMP 356 730 25 50 7.0 19.7 53.6
4 4F PFS 4 4E OS
EEBED )  D-VRd vs 104 vs 99 vs 83 vs 96 vs 64 vs
GRIFFINHZ 1415 49.6 H.87.2% H.92.7%
NDMM VRd 103 92 60 77 30
vs 70.0%  vs 92.2%
_ D-VTd vs 442 vs >99 vs 73 vs 44 vs NR vs NR vs
CASSIOPEIA 35. —
VTd 444 99 61 30 46.7 NR

EGIRERNBY T ZHEMSE  OD-Rd FZE[D:16 mg/kg iv,C1-C2 qw,C3-C6 q2w,C7-PD g4w;R:25 mg po d1-21, %
K1 WEF PD;d:40 mg po 5 iv,d1.8.15.22 HF PD; 4 28 d 1 NAMA]; @QD-VMP 77 %[ D: 16 mg/kg iv,Cl qw.C2-9
q3w,C10-PD q4w; V:1.3 mg/m’* & F i, ClL biw.C2-9 qw; M:9 mg/m? 4 W d1-4 po; P:60 mg/m® 4 W d1-4 po;
C1-9:45 6 A 1 ANEM.CLO FF G 45 4 8 1 AN ] OD-VRA 7 E[D-VRA B SE97 4 FIH I EGYT 2 AR, 4 21 d
1A JEAM(D:16 mg/kg iv,Cl-4 qw,C5-6 q3w; V:1. 3 mg/m’po,dl.4.8.11;R:25 mg po,dl-14,C1-6;d:20 mg po.dl.2.8.9,
15.16.C1-6);C7-C32 D-R 4k #5697 . & 28 d 1 A A (D:16 mg/kg iv q8w 5{ q4w; R:10 mg po,d1-21,C7-9;15 mg po.
d1-21,C10 &Lk F)]:@D-VTd FR[D-VTd iFERIEYT 4 AR I EEYT 2 AL 28 d 1A AD: 16 mg/kg iv,C1-2
qw,C3-4,5-6 q2w; V: 1.3 mg/m?SC,d1,4.8,11,C1-65 T:100 mg/day po,Cl-6;d:20~40 mg iv/po, Cl-4,20 mg iv/po,
C5-6);Ja %L D B2 i R#iRYT .16 mg/kg iv q8w £ PDGRZMIH 2 45) ], iv: # ki s po: MR C. 8 M sqw: B H 1 592w

21 Wsqdw: 54 A 1 Wsbiw: B A 2 WG NRLORIBF]; PD: SR .

1E CASSIOPEIA #f 57 5 b5 & Fl & f& [ dell 7p
o t(45 140 JAHER AT E] D-VTd A 838 ™ 4%
= Y 5E 4 5% f# (stringent complete response,
sCR), GRIFFIN I 41 43 #7745 5l B /R 75 =65
1SS A LA B A7 A6 1 A 40 38 4% 27 & fa R &
(high-risk cytogenetic abnormalities, HRCA) B #F
TE=1 4 dell7p.t(4;14) 8% t(14516) 19 &+,
D-RVd ¥ A # & MRD B 7 % 3 & K PFS,
MASTER 58 M A ABEH . fF 0.1, =2 HRCA
W E fE 2 D-KRd 1697 )5, 3 4 PES 433
91% .87 % F 51% .3 4F OS K501k 96 %5 ,91 % Fl
75% ik %] MRD-SURE % 5 & Ho 6] 20 51 4 66 % .
82 63 % HiZ I RAE=T70 2 F<<70 % 1 iR
B AU IE L 5 8] MRD-SURE 1 /35 43
WA 61% F1 74% (P = 0.18)1%, GRIFFIN #1
MASTER &M REW, B A8 H Z 0t

MDY 25 7 AT 4R = bR fE AfE 1~ HRCA 1
NDMM ##% #=CR #% . MRD B3 % 2 4 PFS
FHT AR Z YU FE=2 4~ HRCA B &
HFE 8 5 3E— A 3% R, OPTIMUM #F 5% (19 41 2
FRPR TR E G (=2 M Efsnfe R 5
£k SKY92) NDMM # 3%, ik & Z LB + 3
W W fie -+ W0 1 oK+ SR IR R B+ b ZE K iR
(D-CVRd) HERE FIRI7 F £ A E &K ORR
(949t

LYRA FESH AR50 45 R IR, 86 il NDMM
ST A 1 32 38 W R U SR+ W AR K+ BR W
Jie + 3 FER AN (D-VCD i IR 97 J5 » ORR 2l 81 %,
AEH GF 19 F o 2% i S B 4 B 28 R 2R (very good
partial response or better, = VGPR) Jy 56 %,
HEERH — L UE Tk FZ AP G R &
NDMM & 1 5 I R 3R #5 o 5 AR o 0 575 22 T KM
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AR g RV EE K IR ] A4 11 R 5040 I 5K HJG i OS k3] 67.6 A H Mt 5 4 (% 2) 5 H

%F NDMM B & 0697 I R B AR BR T 567 D-Rd 7665 % \BEfE#Z 0 1~3 LRIRY7 B bR
SN AR SRS IR T T R E X T A L2 || I OB = o T A RS NG L R
RAEFEA R, IR T 2 U P DB A BIm T 5 AR —30 OS 328 . &%
FIRIT 3~4 NIT R . BE B A T A R AR 5K A 52% M IRE &K MM(FRMM) % . i%
BT LI Z D 2 W ASCT JIF s 14 T 40 i % & bk o D-RAIRIFIE AL OS K 77. 8 N, B3
HE A L5200 ASCT i 3%, T Rd 40 (57.7 ), FRMM H # % sk AR

B RS B St SRR E s e T IR R, POLLUX PR P2 £ 404
TR Z LYK G R NDMM & & f 1y JYRYE 4 B AT 7E D-RA BIG 7 R Ak 25, Hoh 2
—ZIRIT I, RIS H R A ASCT, ik H 2 3 4k M >3 A1 RRMM B i OS 435
IR 7 2 AT B 2 4R S AR e NDMM i 3 1Y J53.14H.59.0 ARG 9ANA, PLESRE
IIfi PR 3K 25 5 1M 7F = fa £ 2 M 5 G /9 NDMM B & B D-Rd 76 & X & & 19 RRMM H % v 24k 77 3 25
LA IR R R IU BBy — IR T R e i — b S

R ik JE B T KUK . 24/ 2 55 NDMM & CASTOR #F 58 ¥F A T D-Vd #l & Vd 367
AT L Al A T BB TR RRMM (97 50 5 % 4 7E. D-Vd A iy H f7 OS K
DU R GZ i S AR A7 3R 35 49.6 N H (F 20, R AT B E N
3 REZALHEHE RRMM 2 FHHRERE FRMM % , X %4 N BEFE 3% D-Vd 697 5 A

R LB MM B P4, & a8 77 Z 0 bt oy b Vd 4l PFS & #FHE K (27.0 A~ H vs 7.9 4>
LB BF 5 A 5 POLLUXMY | CASTORM™! | CAN- H,.,P<C0.000 1; H D-Vd 41 EK 3 4 OS &,
DOR"™! 1 APOLLO™/ iR 56, 1X 6 i 58 59 A 40 A ORR.=CR W B 5, i — 20 09K Wk
HhHa ST THERE RMEZSZLBIT W Vi(72.6 M A EM . HIXE & RRMM 8 ##%
RRMM H# . D-Vd {&J7Ja 7E OS J5 i Al FF 2k 3k 25 (HR = 0. 56,

RRMM B3 8 IR E kK BIEIT HEr MRS R K 95%CI 0.39~0.80), 1Mii CASTOR 5% # BE A4
R M LUIE | PFS, POLLUX WF5EC & fE  Pi=2 ZiRJ7 1 RRMM % WA BORAE D-Vd iR
RRMM #H#Z hiE B 7 D-Rd #H 1t Rd 7 R 7E K & SRR B FE K OS K45 . HAE k3% ORR
ZZ A MRD B 1 2 55 5 1 A9 ok 38, BV 79. 7 A MRD B R w4 e+ vd 47,

®2 SREZARAARAT RRMM BE B XRIHKIXE

LR 1 B
RRMM %2y RBEE KU MRD™ (R
PN . N ) ORR  =CR =>=VGPR X if; PES/ A hi OS/ A
LB 5T RS /1 &/ H U B A
/% /% /% .
10°)/%
D-Rd
RRMM  POLLUX® Rd 286 vs 283 79.7 93 vs 76 58 vs 24 81 vs 49 33 vs 7 45.0 vs 17.5 67.6 vs 51.8
Vs
D-Rd
FRMM POLLUX™? Rd 149 vs 146 79.7 93 vs 80 59 vs 29 80 vs 56 32 vs 10 53.5vs 19.6 77.8 vs 57.7
VS
D-Vd
RRMM CASTOR!? vd 251 vs 247 72.6 85 vs 63 30 vs 10 63 vs 29 15 vs 2 16.7 vs 7.1 49.6 vs 38.5
VS
. D-Vd
FRMM CASTOR™Y vd 122 vs 113 72.6 92 vs 74 43 vs 15 77 vs 42 21 vs 3 27.0 vs 7.9 NR vs 47.0
VS
5 D-Kd
RRMM  CANDORMP Kd 312 vs 154 27.0 84 vs 73 33 vs 13 69 vs 47 18 vs4 28.6 vs 15.2 —
Vs
D-Pd
RRMM  APOLLOM Py 151 vs 153 39.6 69 vs 47 27 vs 6 51 vs 21 — 12.1vs 7.0 34.4 vs 23.7
Vs

EREZNER T ERAEAE . OD-RA(D:16 mg/kg iv C1-2 qw,C3-6 q2w,C7-PD q4w;R:25 mg po,d1-21, %= PD;d:
40 mg po,qw & PD]; @D-VdA[C1-8 DVdiA¥r# 21 d 1 M JA#H. D:C1-3 qw,C4-8 q3w; V:1. 3 mg/m”sc C1-8 d1.4.8.,11;d:
20 mg po/iv,C1-8 d1.2.4.5.8.9.11,12;C9 5L D IE¥F.qdw, % 28 d 1 A ]; ©D-KdA[D:16 mg/kg iv C1-2 qw, C3-6
q2w,C7-PD q4w;K:56 mg/m’ iv,d1.2.8.9.15.16;d:40 mg po/iv(=75 % H¥& 20 mg),qw,H 28 d 1 M ]; DD-Pd(ik
B IU A IR T M L ZE KA ;D216 mg/kg iv B 1800 mg sc,C1-2 qw.C3-6 q2w,C7-PD qdw;P:4 mg/d po.dl-21;d:
40 mg po,d1.8.15.22.%F 28 d 1 MM,



LI

PR GFL K R I HBULE 2 Sk B R A T « 465 -

CANDOR Wt &M FERR R Z 0 1~3 &if
J7 I RRMM %, D-Kd Mt Kd 1397 BA 3 5
B ORR F1 8 K ) o 7 PFSCHR =0.59,95%CI
0.45~0.78) (F& )M H LA IR IF 4 8. e
WEAT 2 15 iy 25 11 A 310 1 500 (P 5% 88/ MEIR R IR
e 7 5/ MENR S X PP AE AR AR R AR AEAE . R WE SR
B3 20 43 BT 2 s, D-Kd 76 40 i 2% 55 G A kg 55 1
RRMM 3 it BT — 8 B2 B 04 16 IR 28 i 3K 25
CANDOR #ff 55 H1 FRMM B & (4 46%) ¥ %
D-Kd 3¢ Kd {697 PFS 3Rzt LW 1 22 % (HR =
0.66,95%CI 0.42~1.04),{H D-Kd #H 1 PFS i
KikH, HEZMIEE F D-Kd 4/ CR/sCR, =
VGPR F Wl 2/ T Kd 20 (% 2P, T B 1 3
Z it 2 LRl 3 Z3AIT Y RRMM #7835 % D-Kd
WBIT G AT 22 3] e Kd 4 8 % 0 K H AL PFS
(24.2 ~H vs 12.5 ~ A, HR = 0.55, 95% CI
0.39~0.78),

APPOLO WF5E A TR 20 =1 R A0 2K
AR EE B A1 PR YT 28 /03K B3 4y 22 ) RRMM (&
H,H FRMM & H A X AR, T 296 89 %
B RRMM @& M2z =2 &gy . MK
FARTE D-Pd 3697 3R 15 81 W PFS £ # ) FRMM
NBEZBFFE 1 8 RRMM A BE FBE AE 2 22 ik =2
LIBITHWHBE LN T D-Pd FEMI Pd ik
J77E PFS,ORR I 2 fif 1% B 45 5 T A9 I K 3% 25 .
HALRETT R 39. 6 N H BB AR AL OS By 2% i
BE T D-Pd MK B U5 (R 2)

Hir.C A 2Lt B R, S xE%
JEEHL T AT S RRMM i %45 5k W W 1 A 47
Ak . —TAT Ik [ 9 A A S RS AE 296
] FRMM & A T D-Vd 5 09738, H A7
M7 21 ™A G, B #F 1 ORR M1=VGPR /43 5] K
82% M 56 % . {7 PFS K 16 A~ H .2 4F OS RN
7AYoy — T T 1) M D C 43 BT A S A
WEHE R .7 FRMM #35  .D-Rd M b KRd 7%
Al SE K PFS(29.8 M H vs 22.5 M H,LP =
0.028), HHA T 4r i sz L, DL L g5 Rk
B, MM B Toie B — IR T 2 15 R B 4 K B
R B B, Bk 5 38 B LSBT TR YT FRMM
Y] R AR 25

SARE R BRI T & nfil , RRMM
AR A AW IR R, KR NE
BB YR 35 O B UE UE 4R PR 5L R k. 25 A
Z BB Uk R 5 TS B AH G I IR A SRR
£ RRMM @& i &k dmZ i phimir%, 2
KA A KR35 7 1T 68 10 A8 A 7 2Rk 4 e KAk .

4 SEREEZARRMNERETFAR

H AT UE e 7] DL 2 iR Hm Z LRt

J7 SIRIT I MM BB 3 Bl A5 IR 97 R T B 3 L 2%

WEMURZ, A KA REERA.

GRIFFIN W5 i, 4E 597 8 i D-R #1 R
PAZH LR AE 12 S H A 24 A 2 A B By i 1
BIF L, D-R 41 NDMM & # 1% sCR % . MRD [
KW T R 497, CASSIOPEIA #f 5% /Y 4
e A T 38 ER Z 0BT R 2 % L TS 25 4 (SO
FOW) 2 A IERFSE 2 YRR T B AR 2O
B i FAEK T NDMM B 1 PES. 4345 b5 f& Fl
E G NRE I3 s 24 A ARG T I A2 1 R
U AT R R . R A S IA A L R R
fif 5% , NDMM 3 v 48 F¢ fii H Z 5009 B %8 . MA-
IA BF5EM 1 ALCYONE #F 555 69 BF 98 i H) A
FREeffi )R J5 2 (D-Rd 1 D-VMP) & £ PD, H: 4%
RAURSE T RMAEFRLG (E D, ZHT LRI
AL AN AT Z LB P RRMM B T IF R
POLLUX ff%¢ .CASTOR #f%¢ . CANDOR #f 5% 1
APPOLO MRSk — L @ T 5 Z LR iF
LEIGIT IO BN (% 2) . BRI A I KI5 IF
EARE A BN NDMM & &5 P ER % D-VMP i
S WY R % DV O R T BT
(NCT05218603), @ 7£ #% #H J§ MRD [H % 1y
NDMM & # dffi Fi D-R 77 & 1E Jy 4 #3697
(NCT03901963) » & A i 1 ik L bff 5% 45 R N iK%
JC AR R AL Z IR
5 KREEALETINREN

I PRAFF 5 8 3¢ B, R 034l 5 3k 77 2 J0 s b iy
TR TR, HATG K& KGR IT TR N
D-Rd J¢ D-Vd =255 J7 5. POLLUX # 58,
D-Rd #1 Rd #H 5% WY 3/4 FRI7 A A B FH 4%
(treatment-emergent adverse events, TEAE) 4} 7
7 e 8 LR /D (51, 9% vs 37. 0% | I /N B U8
A(12.7% vs 13.5Y0) MIAL UM (12. 4% vs 19.6%) ,
KLl ¥ K Az A% s D-Rd 41 i 1 A6 ¢ F I & R
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