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Abstract

Drug resistance of tyrosine Kinase inhibitors is challenging in chronic myeloid leukemia. Here we
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report a patient with chronic myeloid leukemia who successfully achieved complete genetic re-
mission under the combination of interferon-a and dasatinib.
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1. 518

P MR 2 Y 11 1f995 (Chrronic myeloid leukemia, CML) & — i I 40 i v B Pk BE 3G A= s, LAy
fIEfE 9 SR 22 S et ik 5 i ik BCR-ABLL @il & 35 R R, b 1M 4 =25 HA S0 5 PR I % IR U
B[1]. TEREZRREMEEHIHIFI(TK) S B R 5, 180 CML BEMTEA 8 T B & HScER2]. H2
5y CML BHIEF L& RBIT R HIL T2y, Reglid B8y — A TKIs (kb &g, P B, Hir
Be) &= TKIs (aniagh & ) sl s HE 8 1 1240 i # A8 (allo-HSCT) K il vk o (H i T A5 55 R A, 5 &
FHICIEAT allo-HSCT Kfgh& Jeiadr, e B4 T B eI AT IR IT iE U EE . T R-a
ARV B Je Ve TT 1B VERLAH A (1 L USRS 1 RBE R IR IR S %, DRE W T .

2. IPRFHR

B, Wik, 65 %, 6 ERUIRRIUL LGB 2 Rtis T 4R, AR A RER, M
JREZM 200 x 10°/L, SBEEF IR IS WIS MR A A s, A SR 0.4 g qd iByT, MR
EEE . 2017-01-18 B MR 400 29.51 x 10%L, HEEFHIR: JRIGHM 5 45%, FE[K: ABL
WlFFA, BCR-ABL P210: 60.83%, Heftfk: 47, XY, +8, t(8: 22) (q34: ql11.2), i(17) (q10) (20), &
B TE R 0T TS« D2 P T A P 1 LIS A S5 U 4 B 22 AR AK, , AR 5 i3 R (IS A « 45 1% 8 CMIL (&
), AHEE RF BRI, 45T RISV JE 140 mg qd V59T . J5 T 2017-08-22 % 2018-01-04 17
5T FE S ARG YT, BURIGIT 7 2= 0 s il 25 mg d-5, 2018-01-05 & 751 % 7~ 1 16 S 22/ , BCR-ABL
P210: 23.44%. [ 2018-02-05 2/ F 4 T4 6. 7. 8. 9 JrFEEHIEAILIAIY, 2018-04-19 EEH TR
BEW AT, BCR-ABL P210: 19.83%. K P210 FIEANIE, HiFskigEsi=, T 2018-05-20 4
TR HA R, Bk m=RAZH 2 mg, BTHEMETF 100 mg d1-7. 2018-07-03 & A % /i il 3 2 v
PR, LA Wl: CD34+ CD117dim HLA-DR+ CD38+ CD13+ CD33+5 i it 2 J& a4l i 5 1%
4 M 0.59%; JE:[K: BCR-ABL P210: 34.74%, Jefifk: 46, XY, t(9; 22)(g34; qll1.2); JEHEHE: TCR
7~ TCR B M. H 2018-08-17 ji4s TH# 7 Z ik # 8 140mg qd BLAT#EF-a 500 /7 HAL qd,
2019-03-29 H A F % F#[X: BCR-ABL P210: 0.66%, #efofk:. 1E%, M. M EAH 100 g/L, H4H
Jfl 3.41 x 10%L, HMERIgHA 1.72 x 10%L, /MR 165 x 10%/L. 2019-09-02 & #H % : BCR-ABL P210:
0.3284%, IMH#N: MM 93 /L, HZHM 3.92 x 10%/L, F R4 2.19 x 10%/L, /MR 225 x 10%/L.

3. g
CML 2 MLBRRF 7 L A3 I -0 i S b s e M5, 1973 4, Janet Rowley 18-H R HL T 9 2 e tafk Rl
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22 SYMEKE (9 22) (q34: qll)ZIEAHE S AL, 3822 SR EALERL, B SRGGL R Ph) [3].
B4 DNA SelE AP ke, BCR-ABL st Ay 5 ke, e 000 4 i B AT K e Wity 1 (1 il
HEAA], EAVIE BCR-ABL 5 R 5] N/ANRARA,  FFm 2Rl G 5L 5 I 1) & AR B R K [5]
CML EE /- NEYELI(CP). INEMI(AP). 2AEHA(BC), HAREIRIATT, ZHUEEEENEHEN BC &
K, WKIMIBRAS T WU A . TS0 W2 R AR TS R 22 Aok, HBRRAAA/E %, Hil CML
PIVETT IR 24 H 2 TR e 3t Je

R, CML AT EZELMLIT NE, WEE %, BEAR. PR, EerImia 7 e 2
T4 G A L AR PR R, R B R R AR AT . JE R T IR R -o RIS A P R
AR R, 6 1500 2 A BEHLEE K mate AT BoR, R TIRER o S 5 FEAFE N 50%~59%,
AR N A B B IR I B B BT [6] [7], BEJS THRE o BEHET A —2R A2, BAT)AS o] ik G ) 4 J 26
HIFF T AR e i SR S A 1) (TR I 254 7 5 5 Je 72 2001 4E4% FDA I EMA iy CML
M—23697, ERHIE CML B3 A8 BAFMIm 52, J+15 S 8 =i CHR Rl CCyR %, fEfHE & B2
Ja, B AR AR TKIs #F R R, BRI ARE, KB EMES &8t CCyR. MMR i
T BN AR A 07 SO0 T AR AE R & S JE[8],  H AT IR YT 48w ik i uO B 5 B e ¥R TT AN 52
Bl 245 () B T BB Je D B e SR YD & B [9]. SRR DR I T 4H M RS AELE H AT YA & I B ME— 5,
{HYE CML 1l FH AR TKIs iy7 B ket , HARE SR L RImE R, BRiAMENEIERIT
5%, BT 200 TKI IR TT R MR 24 0 8 35 v A iR T k4%

HArTtH S & B2 CML 1—2H1%, JLHRMHE TKIs IR, KZHUEF Py R 4T,
HAEMEREKRETIEY, RENE TX—SBF805, TKIs fif 25X — B8 7E T CML ias7 .
KW THEER I HER, CML &I T40M e i fh . BRI B A AR e It Ph(+) i yRa #EL 4 it fr 1 5/
BT, BCR-ABL %2 B B 0 ) S AL SR S A e R (R A8 | A ) R AR AR 3R 134 CML 1A=
Y= AIG R RILE J46[10]. FHh BCR-ABL WA 43 A 1 s AL R B & JB i 24 i WL SR L, il
SR s R VR TT R 25 F T s M244V. G250E. Y253F/H. E255K/V. T3151. M351T Al F359V
ik T i 245 A DG S 85% [11] [12]. FEVRYT RGO, 1A 4H M A s 16 T fara 48, 4k2k H
AOFI R FI D B R VR IT AN A2 Al HTR T SRS, @ IR & s oy AR AR TKIs 4k 818 M 1A 1)
1HBI7[13].

ABPEN, BEAERNHT 3 FERREREF DS BEIT G EN TIEY, FEEFDE e 2 pr
#, BTESH A TKIs AW E RULSHRTT, Hh T2 e L IR T IH R R, (HEHEEL
B IR YT 5 I B R A B A, o T AR T Bl = TKIs e & o, HAEE
LTS AEA R LT allo-HSCT, fERLIEAS FIRALS T IHERTT 7 oMk & e 140 mg qd A T FR-a
500 J3 AL qd. #%1EF) H AT S E CHS CCyR. MMR M CHR, HiA 7 idfEr i gIE i 52 . thah,
B HAMOREBIRIE A T3151 1 E255V BCR-ABLL AL 1 B B4 1AV & JE A IFN-a BEAVRTT R
S TR E S R [14]

£ TKIs HILE T3 -a AFZ CML FI—Z& M2, HIEFAIRRRIERE, THE-o BE TKIs
TKIs 25477 Tl 3745 8 &) CCyR. MMR /2 CHR, 7£ H Hjorth-Hansen ({1l AR IR 6 22 WA 0 8 R ATk
F-o 0PSRN R s BE B A R A e B E A, JERE TS IR I B [15]. BEAME IR, Ph+
CML H I 40 B B H A T BCR-ABL (1351, BUAENTRZAAE T EBEH, MR o TTHE
b IE i 136 I T2 PR ER, W ORHIR 1 M55 40 M (LSCs) A AL FVE ML, A L 3 TF88 P 1E NTE3E,
M AE LSCs %55 T TKIs ALy 259iE H F[16]. AR T4 EK-o AlEXT CML AH40 3 i B e s
TER RIS AMRIER, & HArME—ri% S CCyR MZ[17].
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4. #hig

LR PR, TKIs MRS T CML B8 T, 32 17 B0, (BT R T i 2517
BRI, W TGN E ey AR =R TKIs. 28T, BT EE B ARMAR & ES, It
AEREAS B AT RE ACHTN) TKIs H3kad o fEXPP SO T, TR -a BeAIEW & e ity R 3k1G TIRIZI T
2, RETHRGIT IR, JRIL T IEIRIT KIS AE CML g /1.

= A
VI R A A B R
S5 3k
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