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[ Abstract |

occurs in the middle-aged and elderly people and still incurable. With the widespread use of immunomodulators

Multiple myeloma (MM) is a malignant clonally proliferative disease of plasma cells that

(IMiD) and proteasome inhibitors (PI),great progress has been made in the treatment of MM, but almost all
patients with MM are ultimately intolerant to these drugs. Studies have shown that the third-generation immu-
nomodulator pomalidomide (POM) is active against relapsed and refractory multiple myeloma (RRMM).
Therefore, this article summarizes the action mechanism of POM, the clinical study of POM in the treatment of
RRMM with high risk cytogenetics and renal insufficiency,and the combination therapy based on POM to pro-
vide a theoretical basis for the better clinical application of POM.
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b B itk — 20 i T AE 48 h N s I+ TR
WA F 4 (ARFH T MYC (1774, X8 % &,
POM 55 T 41 i v 95 Fh 2 7150 A 5 1 31 1 8l 4R %
fit. ERTHECHE B0, CRBN & THAL B 3¢ 22 50 w5
H RS2 IMID 3 #: (1) FEA LK L 2 I R VAl bt B 8
TG T RTRE AR W AR B W . (3) PL A AR TR M.
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ZVE BAE AR R XS RRMM A Sk 36 97 7 8
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AT > (27 90, B G PR A o 57 5 POM. 1) 1o
HAR TR A B 5T, B ) 2 AR 45 2016 4F 32 [ 1 i 25 W
(ASH) b $2&52 B A8 5C 554l o B 58 25 40 5 s B B 1A
Pt CD38 40 A fE 2= ff % 9 2% fif ¢ 22 B[] W] b 34
It IMID FLBL 5 B Bt M 8 MM Hp ) By JR) 4 T 2
FE LI S B 3 A3 BE 52 . A R B, 3 M ™
AL TR MM 23 B ) A CD38(daratumumab) 8§
CD20 (R Z & HH0) B 25 AB P28 S J5 3 B8 & 1Y
PES Zp il 2L 7. 10 GHEAT O A1 30 S H . BRI,
IMIiD 5% % MM 4 g 35 1470 J5 00 5 v B BT AR 1) B 5
A LA R A 2 0 AN T 32

CD38 7 MM & B 1M T 4l (Tregs) I
Feak o PR I v b R AR IR = 3R ik CD38 1Y
Tregs 4ME Tt &5, IF H 5 s 1 g 1< s 0 Jie AH G .
isatuximab (ISA) @ 15 £ ¥ 41 g 7 1= A0 30 ) 20 fifg 3 %
il Tregs MM YIfE UL, ISA #i e CD38 A GE & 175
SR E IR AR AT DT U8R S B S 5 51 & B MM
#E, ISA J&—Fh IgGlemAb YEFM: 454 CD3S L1y
MR R AL I8 2k 22 B0 AR AL i 1 b R A B (0 4
PR PR 41 B 35 4 S A AR 1 4 B A e AR
AR 20 I 7 A FH RN O 5 A R B /0 ) O 5 A
A0 R PR AL e B L ISA S5 5 A9 AR AL I
WE NK 4 il A T 0§ AR AR 01k 20 i 5 . e 4h, ISA
RISF7EST CD38 H b B it A4 v 2 — Jo — 1y, BB oy H:
RE#5 76 AN s 6 i 15 0 8 75 3 4 M O T, g 3 sk fa) B
L] DL U Hb i A2, ISA MR SN B — 25 1 Ik
I/ IR th 3697 5 DIFREG  UESE T IE &
KEFA PR MM B, POM>=>10 mg/kg i§ ORR K
20%~29%, Hrf; W I [E] (median response time,
MRT) N 4 J&, W A7 2 b 7 22 B [6] (median response
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duration, MRD) %k 25 J& 2%,

ISA F B — 25 W 1 1k B H R g 1 42 4 1k Al AT
WHEMATEAIRIT . B TIUEW] ISA ¥2hH; MM {5 Pk
Ah ol R HF A 9T 16 £ WL 2 5 LEN/DEX 5 POM/
DEX Bt & v B ISA 20 f 2% 05 6 PR B S 3 o, H 2
RELAE S POM/DEX MYBA W I, Ib J57) & i
HHFFEEY (NCT02283775) 44 A 26 ] 48 ™ & i kb B
ZHTEEZ AL 4 IBYT I RR B3 (5 POM/DEX Bk
A ISA 5 & 409 8 5.10 F1 20 mg/kg) , 25 5 BIR
RTS8 4> 28 (VGPR) 65. 3% , 4% & X 52 4 G fit
(sCR) 3. 8%, CR 3. 8%, VGPR 26. 9% #i1 PR
30.8% . WG K #k 25 % 73. 0%, ISA 10 mg/kg A,
ORR H74.9% ,H ¥ sCR 8. 3%, VGPR 33.3%,PR
33.3% . ISA iR 8h J12%: A 5% POM Fh[a] 45 25 1) 5%
M, BRI, A R 2B R TR B AT R A,
X BB 5 1 Ty 50 4 4 M B e e 251X B ) 22/ A
SAT B 1 REEE 2 )8 10 mg/kg BRI BT TR
KA A WFsE. #£ B ISA/POM/DEX % RRMM #H
HHANEZ 2NN FNEEA —EmREE. X
B BRI B B % # ISA/POM/DEX (ICARIA-
MND B4 1 TR 5

HWFFE N T R AR K (CFZ2) F POM 1A 24t
A e e T 37 WAL S 1 160 1] i 2 1) iy i PR oF
7%, ORR 7 CFZ/DEX Bt & 4l & T CFZ 254
(66% ws. 28%.,P<C0.01), ORR f£ POM/DEX Bt4&
T POM 254 (31% wvs. 19%,P<<0.01), 4K .
ORR 7 POM/ i & /2 % (BOR) /DEX = 25 41 8 &% 1 F
POM/DEX W 25 £ (83% ws. 31%,P<C0.01)"*,
.5 POM/CFZ $ it tb . Hi4% A G DEX fBI°F- 3k
5 T AR AR 2 A S P25 B G Oy BAR L. = 25K
BITROEE .

6 B 2]

B 5 AR B e BT B AR PT SRR
I3 RRMM IEYF A T B MM EE, B8R
P POM Jhy LAl i PR 25 Bk & F = 25 8K & 7 2276 LEN
1 BORT My RRMM B & FE 4 B on H o =2
Il RIF R (B R T 35 3] POM i K05 M F o5 /N 35 7 19
SR R G AR YIS 1y 52 S AF b T i
POM 7E FE LG R 2R F6 IFAE £ i A Rk e
Sk AR OR AN TF T 22 0 HRE M B Ok i 2 RRMM
HFEH POM Wy .
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