—t

110 www.kjdb.org

NS4 2018,36(1)

SRIGTMERREW, EMGYEH L ER

——2017 S fZREiRTT #hm BB

SRt

BEATEIRNER B A P S0 a7 &, R Dk 19104

FE  JEIEIRYTAE 2017 430K T — RGBT A B8, Hrh B oy B & CAR-TIRYT I IE U8R
Yy, iR CD19 9 CAR-T 40 R4S X 52 M/ xETA M B 4 2 M 90 0 400 A 1t s A B K
B 20 Stk ELIETR YT It o [RIBS, S A e A 55t 3R A B 22 S AR 3 7 A (At o, R
JEH4 MSI-H 5 AMMR /E R A= YFR & A A I RIGTT 9T Tt FEREmIVAYT T, —L2E8 i 2y
YIARASHEUE , H i FLT3 2828 3 577 Midostaurin 54057 BOBCS0 FH , J& 25 455K FDA 3 At

A AMLET 25 . BEAL, RN PRATTE Hh o i B — 28 LB A 94

 JERAEE i PR (L BRI I

IR HPARAS TR ASSORE XX L B TS 45 SR EA T [l B Z A
KR CAR-T; i A sl il 30) s S i s bR B i s #L 1) 697

Bl N 2L IR e R 2 i T
ZEI7 H AR B QH e IFET- R B T N R 3
FEJEE , 1991 4F 5| 2014 4F |, S iE 1Y BAARFE TR T %
T 25%" . [R)— 3, R TR A5 A T O X DA B e
P IE O A T8 R A AR | JEE P A I A L & e R A A BT
IR, JCHSEAE B (0 M E 1) & R AR R
Fag , L, SET R R RN 2% EZ AT T BT R 1
iR

2017 4E R JERE IR T HORI ST LS T AR 22 (B A5 [l i
PR R, i S i e 32 AR P fE AR S TR T U,
CAR-TIAIT I IERHEME , PD-1/PD-L1 Hii&G 3 B &
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CAR-T H AR A ETE RS TR TT IR 281t . I
SeEZ CAR-T I PRAREG f9 30 57 (1 1M B3, 27 1) %
TR AL, H R Ik 909%™, X AR SRAAE AT T 5
SEFTIT AT ) 3K 2E I 2B 2 A — AR 32 T 4%
AT BAEST AT, Forh 15 A B B R R T
TEBERAE ISR TRRR I T o TEX S A,
— %44 Emily Whitehead [ 5835, 41 HAG 7%, 4
CAR-TIAIT R B HRTE A 54F , 7E HAK N B 246 A
FFEANNE, X8 TR IbRIE,

55 —Fh CAR-T U4 25 J2 CD19, & BN E /) —A>
BE WK, X Carl June 52563 #5571 CAR-
T, 76 I RS2 560 h PR A FLITF L, 7EX 63 12 &
PEEEIA M B 41 2 Ik L 4 A R a6 N A
SEREMFIRR T 83%", % F AR K IS TR E &M
25 i W B A B R (FDA) I K o o 38 R gl ik o 1)
CAR-T, &£ Xt CD19, H I3 W i J2: it 2 sk &2 &
K B 20k B
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DA PR R T L. T 40 M 7E AR AT AN s, 25
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50 3 3ET0 , AR B 28 5 i X BRI AR B
PEE T 100 72670, CAR-T 8 &1 B 1) 32 5 i R S 32
MR AR DY PRI A0 M E AT & REEE 4 Sk
CAR-THARTEIG RIS , (45 i H CRISPR KK F%E T
AMLAHEA | T A CAR-T VAT RERE 1 I PRIGIE
MU ) CAR=T 40 EE nT DA RIALAE AR 7=, i i/F nl DA p&
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2017 A€ 2 Jin-8F 28 I 1) 3 [ I PR 9 2% 2% (AS-
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TE 2017 MY b 988 9 B 27 25 4 25 (ESMO) |, — It
FLAURA =G R 45 51 T 261 . X & EG-
FR 4[] 25 ) 23 V0 e AR /N i EA T — 23677 I
¥, R E VAT A P A ek R AR AR 3 18.9 AN H L1
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25 FMS [ R PRIl 2 A4 3 (FLT3) J&— > Ak 15 B
P M (AML) H e DL IR 28 AR 3L 1R, 25 % ~30 % 114
& AML B & A FLT3 NS $ Bk # & (FLT3-1TD) , 53 4b
5% ~10% 1) S5 35 16 % S TR I B 45 44 358 (TKD) h HATY
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WA, T FLT3 2842 B M AML AR B8 1 — 4R
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17 (overall survival, OS) (3R £ 4 B8 B 1E Ui B — 2454
A RNE . 75— IHim KIS P, Midostaurin B 5 cytara-
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response, CR) 3% 40% . Acalabrutinib /&% — 1% BTK #i
7, FE SR —ARHM 1] ibrutinib 35 P FIE B B4,
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M EE TR PR AML S 19 BUE G, 28 Enasidenib
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8%~19% , {HJ2& 1 T IDH2 58 48 U AE I 48 e 1) Ay BR 0
WA R i R A EEAEH , L) Enasidenib 82
> b T AR e AR5
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Review of cancer treatment hot spots in 2017

ZHANG Hongtao

Pathology and Laboratory Medicine, Perelman School of Medicine, Philadelphia 19104, USA

Abstract In 2017, newly approved therapies brought hope to the treatment of cancers. These included the CD19 CAR-T therapies for

patients with B—cell precursor acute lymphoblastic leukemia (ALL) that is refractory or relapsed, and additional indications for checkpoint
inhibitors to treat solid tumors. It is worth noting that, for the first time in the FDA history, a treatment (anti— PD-1 antibody Keytruda) was
approved to treat patients with unresectable or metastatic solid tumors as long as the tumor is positive for a biomarker referred to as
microsatellite instability— high (MSI- H) or mismatch repair deficient (IMMR). Progresses were also made in targeted therapies. For
example, the FLT3 mutant inhibitor, in combination with chemotherapy, was approved as the first new treatment for acute myeloid leukemia
(AML) in more than 25 years. The review focuses on the new therapies, either approved or showing great promise in clinical trials, which
may change the paradigm of cancer therapies.

Keywords CAR-T; immunoassay point inhibitor; cancer vaccine; neoplastic antigen; targeted therapy




