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[Abstract] T cell immunoglobulin domain and mucin domain=3 (TIM=3) is an important inhibitory receptor in emerging
immune checkpoint molecules. Sabatolimab (MBG453) is a novel anti—TIM=3 monoclonal antibody developed by Novartis
Pharmaceutical Company. It can target the renewal of leukemia stem cells, activate immune cells, eventually achieve immuno-
therapy for malignant hematological diseases. In addition, the combination of Sabatolimab with programmed death receptor 1
(PD-1) inhibitors is expected to further activate tumor immune efficacy and improve drug resistance. Sabatolimab has entered
phase Il clinical study, and both monotherapy and combination therapy of Sabatolimab have shown good efficacy and safety
in the treatment of hematologic malignancies. This review briefly summarizes the basic information, action mechanism, pre-
clinical studies and clinical studies of Sabatolimab.
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CTLA-4) FI#2 J7 P 58 12 %Z 4 1 ( (programmed cell
death protein—1,PD—1) 2 Fh G K £ i1, i R H v
AR BB I aZ 45, [RIA O A T 251 ke A0
B X iR B B T ) I I FH T DA BRI R T
£ NI T N A W Sl 2 W 7 T R P S P e
(lymphocyte—activation gene—-3,LAG-3) ./ fbHi i
47 (cluster of differentiation 47, CD47) Fl T 40 Jifd %
JEBR & 128 1 3 (T cell immunoglobulin domain
and mucin domain=3, TIM=3) %5 2 & 46 A i B Aff
RABR1CIs 259

TIM=3 X Fx Haver2, J2& TIM B 5% 19— Bt L 78
[ A7 5 R 7 P B e rh S A R R R —
il E L G B R A T, TIM=3 78 (IR + 41 i
(leukemia stem cells, LSCs) FIEE40 i |- = 3Rk, 7 1E
BT LT A MBS ERA XA iR T AR R
1.9 (acute myelogenous leukemia, AML) F1 8 #fi 3%
H W 2EA1E (myelodysplastic syndromes, MDS) 4§
M IR 1 PEARLRE 57, Sabatolimab (B & X
5 :MBG453) i 250 W I A ) — K BT TIM=3
AIBTAR 259, 3238 W E S MDS FT AML 45 1L
P SR AR TIM=3 fe g2 A e o5 R e IR 2590
Sabatolimab H. 45 [A] B #1115 LSCs 1 4 28 4 Jfd 11 XL
BLH R MRS 167 T A TR L3 eAh,
T ICls (Tt 25 1 5 A A58 A 56, Sabatolimab 5 3
by G 92 1 55 25 W K TR BE S 2 SR e A A B B
B, 25O R I I O 58 01 A T 2 4
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RS TR s 2 1 Al B T 200 B 1 i B g O ik & T 4
FLJR T, A ] g G g, Sabatolimab i 43 BH Wt
TIM=3 5 BRI 455 S AR T, 2 F R AR F 50 52
Sabatolimab BE % FILIET TIM=3 5 GAL-9 J PtdSer [ty
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llfs R ATIFFE B3I T Sabatolimab i i/ S
AUEAE MR IR Y7 16 M o 38 2 I 5 % A B
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(NCT03066648) , ¥ T Sabatolimab 7£ g # 14 4 1)
2R 8l 71 2% (pharmacokinetics, PK)™ 45 5% i
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AML S T R BRI PKAEBT . 78 PKIES 7]
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AR 2528 wHRIIT R STIMULUS T H 1 2 511
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— I BHEHL WU R X A T 0TI RS, 7 120
5] g 2 PPl Sabatolimab 5 4 7 fth V5E B3¢ FafFL it 1 B
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#£ 1 Sabatolimab #H 3% PRI 56
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batolimab - 24 B 15 G A 7 W% Pk W0 34 s R
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NCT04812548 I Sabatolimab BCAFFLAETERIAE A Z-HNATT R G ol = fE MDS J AR 5T
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