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[Abstract] Objective To compare the cytogenetic response detected by conventional banding
analysis (CBA) and fluorescence in situ hybridization (FISH) and to explore the correlation between the
cytogenetic and molecular response in chronic myeloid leukemia (CML) patients during tyrosine kinase
inhibitor (TKI) treatment. Methods CBA, FISH and real- time quantitative reverse transcriptase
polymerase chain reaction (RQ-PCR) methods were performed to detect the cytogenetic and molecular
response simultaneously in 504 bone marrow samples from 367 CML patients who received TKI treatment.
Results Among 504 samples, 344 were detected to reach complete cytogenetic response (CCyR) by
CBA, while 297 samples reached CCyR by FISH which were considered to carry BCR- ABL positive
cells <1%. When the results of CBA, FISH and RQ-PCR were compared in 493 samples at the same time,
it showed that in 337 samples with CBA-CCyR, 273 (81.0%) reached FISH-CCyR and 289 (85.8% ) were
BCR-ABL" (International Scale, IS) <1% by RQ-PCR, compared to 9.0 (261/290) were BCR-ABL" <
1% among 290 samples with FISH-CCyR. There was no significant difference in the median value of BCR-
ABL" between samples in CBA- CCyR and FISH- CCyR (0.21% vs 0.13%, z=-1.875, P=0.061).
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Furthermore, when the samples were divided into three groups according to BCR-ABL positive cells (0, >
0~ <1%, 1% ~5% ) by FISH, the statistical difference was observed, the proportion of samples with BCR-
ABL" <1% in the three groups were 94.1%, 57.6% and 27.7% respectively (° = 43.499, P < 0.001; y’ =
9.734, P =0.003), while the median value of BCR-ABL" were 0.10%, 0.64% and 1.80% respectively (z = -

5.864, P <0.001; z=-4.787, P <0.001). Conclusion

FISH results were in good concordance with CBA

in identify samples in CCyR, FISH was more sensitive and had better correlation with RQ-PCR results than

CBA, but how to define FISH-CCyR need further study.
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Bil1, 5 ,52%, 20164F4 A 11 HH“&# .= J14 d”xk
BT M MEERE . A BT # : WBC 77.58x10°/L, HGB 80
/L, PLT 59x10°/L; B 64 : IR i o 40 B 17 0.250, J5 tis + 41 i
FARZANNE Y 0.390, $27R SRS R 1% (AML) -May s ‘B i 00
JEE 0 . JECEA A1 7 63.40% , HLA-DR BH %< 90.90% , CD38
FH 4 % 60.20% , CD117 BH % %% 88.00% , CD13 FH 4 %
93.60% , CD33 % 99.00% , CD11b 3% 29.50%, CD7 [
PEFE 22.70% ; R IEA T AU AL 2= RN FAE il . AR
TINAT ORI S . B2 N AML-Ma. 45T IA TR £
HAEZLAFEZR20mg S 1~2K,10 mg 55 3 K ; bl A g+
(Ara-C)100 mg, % 12 h LI, 55 1~ 7 R 14T . b7 )R
HREN N AT, BREIRE NE A SRS A
AR R AR RLAI  0.130, R IR + 4 HE SR 41 i 17 0.170, 48
INEFIRIT R YRR I AR, A
M2 FLT3-1TD 28728 FHA% , TS /0 T s e o 25800 s 1 1l
I ALK P SA AR e B B, o 2R 3R 1 —AAZ BRI (HHT) IR
2, MR RPLAEJE H AN . BCEA AT I RNV IR AR
Jz+ 2% HH +HA (V5 35 A 2 30 mg, 45 8 2 vk, Hh 2 i &3
50 mg, 55 1~ 14 K ;HHT 2 mg, 55 1 ~ 14 X ; Ara-C 50 mg, &
L2h 1B L~T K)o LT IEAS RSN A 20 ff il = 552
17 d \PLT < 20x 10%/L $F£% 19 d; 4G %0, JCHR i 5 11 35

DOI:10.3760/cma.j.issn.0253-2727.2017.11.013

PR HL07:310004 UM, B 2% (B BS B I v R (R RIILT
SRAE MR JE KR SR ) 5 WK B Bt B S — B2 g M T
BHETCIE 4

SEEVEE 40 Email :jiej0503@163.com

W AE REX

B E
35 , ANFE M IE B s IR , JonT e PRI . Bk S I A2 A
B4 R AR RGN (5 0.020, IR AR+ 4HE A% 4 | 0.020, $2
INESSF G FLT3-ITD AR ], 2 )5 B 5z 44
S REILEILTT « PO IAAS B+ R+ HAA LA TRE 5 PUIAAR i+
HAA (5 R 5 R 3T, W R A EHES,
YR RIE SR, FLT3-1TD 528 BV s 5N ALI T 4 7, I
TR R A AL R 5 R UL S . 2016 4F- 12 H 23 H HFUR AT
TR SR LR ARG T 40 RS AE , 3 IR & A e B W i RS A
YIPinE 90 (EB R READCHE R B L A A, B R
FHME 100 43K, IfilH# #L : WBC 4.2x10%L, HGB 63 g/L,
PLT 253x10°/L; BHE4E : LA AN (5 0.005, JRL IR +4HEHLA%
YA 5 0.025, FLT3-1TD Bt s BRTAEAFIRES RIf. 248
H RN E A L4E4r

B2, %, 74 % . EHNEHAMMEL LA ARTTF
2016 45 H iz T 4 b s B o AR 95 BE R A 45 SR 02 h
AML(EMRATE) . BEIELIRYT . 2016 4F 10 7 5 R ik
P2 TREE , B HES IR AN 5 0.910, 4878 AML-M, ;i
BESIE T JEARE R AN EEZ) SR L R AN 92.62% , 12
7~ AML T 88 5 43 T2 0254500  IDH2 R172K 587 45%; Y
ORZR T E AR, B2 AML-M,, 15 dJ5 , Jifi/gk
YeUr I L H LR T PE T B . WBC 2.3x10°/L, HGB 68 g/L,
PLT 9x10°/L, 2l HEAN A (7 0.20, 2GRS0 25 4 i 7 F I 41
JiL 6T V8 35 A i 55 Ara-C I G 7 48 LA HURK , BT s F 45 R
(Acla) ¥k Z , HuPE Al e AU, BO75 AT 7 RN VPE IR R
Jle+CAG (PHIA AN 3 0 mg, R A 21, 2L 2 Ji] 5 Acla 10 mg,
45 1~7K;Ara-C 20 mg, 5 12 h 13K, 45 1~ 10 X ; G-CSF
300 pg/d ) o ABIT WITENAS B SN < ok A i Sk = KR 2L 27 d;
PLT < 20x10°%L 45#4£ 20 d; T D GEF 3 (ALT 135 U/L) , &4
AT I A AL R G A Ay 7w BH S A e o ARIT 4 RR AR
45 REAEHE4 IR0 5 0.080, #E /R JE A5 2 it
IDH2 R1T2K RAZ [, Z )5 B fa e aksefbyy Mg, 2
A B AR TR B R4
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