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Immunopphenotype and clinical features of acute myeloid leukemia with positive FLT3-ITD"
WU Guocai' ,YANG Zhigang' LI Qinghua®,MA Jingzhi*
(1. Department of Hematology and Rheumatology , Zhanjiang Central People’s
Hospital s Zhanjiang Guangdong 524000, China ;2. Department of Hematology A f filiated Hospital of
Guangdong Medical University ,Zhanjiang ,Guangdong 524000,China)

[Abstract] Objective To observe the immunopphenotypic features of FMS-like tyrosine kinease 3-inter-
nal tandem duplication (FLLT3-ITD) and the changes of clinical indexes,such as platelet (PLLT) and hemoglo-
bin (Hb) level,in patients with acute myelogenous leukemia (AML). Methods 140 AML patients admitted to
the department of hematology of affiliated hospital of guangdong medical university from May 2016 to Novem-
ber 2018 were selected as the observation objects. Among them,25 cases were positive for FLT3-ITD (the pos-
itive group) ,and 115 cases were negative (the negative group). The immunophenotypes of AML patients with
positive FLLT3-ITD and negative FLLT3-ITD were prospectively analyzed,and the characteristics of clinical in-
dexeswere observed. At the same time, relevant literatures were combined for summary and discussion. Results

The expression rates of immunopathotype CD33,CD56 and CD7, white blood cells (WBC) count and pro-
portion of leukemia cells in peripheral blood of FLT3-ITD positive AML patients were higher than those of
FLT3-ITD negative AML patients, while the expression rate of CD117 was lower, the differences were statisti-
cally significant (P<C0. 05). However, there was no significant change in Hb and PLT levels (P>>0. 05). The
total response rate in FLT3-ITD negative patients was higher than those in FLT3-ITD positive patients
(72.63% ws. 40.91%) ,and the difference was statistically significant (P<C0. 05). Conclusion Leukemia cell
antigen in AML patients is associated with genotype FLT3-ITD. In FLT3-ITD positive patients,lymgphoid an-
tigen CD56,CD7 and myeloid antigen CD33 show high expression, while myeloid antigen CD117 shows low ex-
pression and low remission rate.

[Key words | acute myeloid leukemia; FMS-like tyrosine kinease 3-internal tandem duplication; geno-

type;clinical features;immunophenotype;complete response rate
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S PESE & M LK (acute myeloid leukemia, AML)
S RN B UL B IS - RO R AR R AR R
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ST BCAR T RIA A R O B R A R ]
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HIX FIZ ) AML JR & G005 32 R o S R FRAIE
BB A B BB AR BB K B ) B e i v N R
2016 4F 5 H & 2018 4F 11 H Ukigmy 140 1) AML &
H AT FLT3-ITD BH M 55 B 2 35 1 G i 4% 70 % 51
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1 #pl5H%E
L1 — ook B8 AR B BL R 2 Mt B B I i
Bl 2016 4E 5 A & 2018 4F 11 H Wi iy 140 #il AML
B, Horp 586 fil, 4 54 il A 19~83 &, 3y
(47.7343.58) %, 140 il AML & # f FLT3-1TD
FHPE 25 ] CRHME 4D . FHof 55 15 fi], 22 10 il 4F %
18~82 %, F- ¥ (46. 334+2.87) %, FLT3-ITD Ff
B 115 B CAMELD A B 71 ], 4 44 6] 88 R
19~83 % ,SF-1J(47.73+3.58) %, fRHEEE 2 FH
o [ P AL (FAB) ARl St 3 A 20 2L (WHO) A
140 ] AML & #4743 5. M, 45 i, M, 36 £,
M; 12 5], Ms 13 fil, & F 34 BIIE S ARE DI, A
PRUE: (D RS AML G K2 Bibs - s (O T A
I I RE AN T A 2 AN S s et iRk e R
RAFLEML s (3 E MG WHO.FAB Ml 5645 i HE
R T kR Gk 40 I CAPL) | 5 386 g P iR
(MPN) | B i 8 A4 5 % 2555 1E (MIDS) 85 95¢ 9 5% 1k
) AML K 3697 A 56 H I
1.2 ik
1.2.1 FLT3-ITD BHMW 78 FH ALK H il
BRI 2 A AR A 5 mL, 43 85 JF B RO Ho
HEA 1.0X10" AN, b ] DNA $#2BUR7 &
(¥ [E Pro-mega 23wl #2846 $2 BUZ K6 45 A 1) DNA XF
PR DNA W% BE JE 4700 2, HF P8 B AR A8 DNA K
¥4 50 ng/mL, B J5 i 17 PCR ¢34 kb 34, fr F 51 9
Wit S L7 ] & A Gold View R 4 4 7
(42 26 Bt JIR A U5 JE X 7 38 7= W 2R A7 L Yk Ay T ) L R
Tanon™ R4 T ARG IT /0 A Ab 21, 45 i L& & 329
bp 2% W AT DA 2 o FLT3-1TD 28748 fHP%E
1.2.2 RERAMKEN  BRZKE 2 mL iRk
HREW L BEIG 28 T B AR 0 Y o kb B, T R PR PR
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Uk CHEOE R bR AT Y €, I W 0 B 8T T
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I 25 S WA B A5 o R AR IR R A 60 4 T AE
WRRITE L EEAY R 2 . IR & O
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PEBCE BRI A IT B B I L BE L EE T .
12,4 JPR00FEHM KR RS 2% 12 B 5 97 AR
WES SE LR AR (CRO « [ L 0 RE R AAAE 3 2% 5 1 2 Hp
M8 (Hb) =100 g/L(FB)ak 90 g/L(& K IL#E) .,
rh PR 20 i 4 X (ANC) =1, 5 X 10° g/L, Il /MR
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25 51 n CD117 CD56 CD33 CD7
BHEZH 25 19(76.00) 6(24.00) 21(84.00)  11(44.00)
FHPEZL 115 105(91.30) 9(7.83)  76(66.09)  24(20.87)
e 13. 925 23.548 14. 755 25.569
P 0. 005 0.001 0.002 0. 000
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I 40 31 B CWBCO) BH % 41 b 17 ] (8 % (50~
100) X 10° /L, 5 H S 68. 00% , 8 f6i] B % () b J& 1L
WBC>100X 10" /L, /5 bt R132. 00 % 5 PH M 41 8 3 40
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FHPE4H 5 5 1 B 86 LC>80%, it ol 68. 00% , B i
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0.05) . T B 3 19 Hb J2 PLT /KK 4L, 2 % 45
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P12 L (P>0.05), IL5E 2,
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SIgE| FIPEEH (=25  PHEHG=115) 5* P
Hb(g/L)

<60 5(20.00) 16(13.91) 0.769 0.077

60~<290 20(80. 00) 99(86.09) 1.392 0.179
WBC(X10°/1)

=>50~100 17(68.00) 107(93. 04) 24.506 0. 001

=>100 8(32.00) 8(6.96) 30.916 0. 001
PLT(X10%/L)
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10~<C20 8(32.00) 46(40.00) 1.120 0. 881
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BFE 3 BB FE AT RSB TS (BB Ry e R Y Bk
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313, 64 %) s 3G YT B R R 40,91 %, BAMELL
H S5 R EEH 4 95 41, CR 49 #i (51. 58%) .
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41 5] n CR PR TR SRR
Bt 22 6(27.27) 3(13.64) 9(40.91)
B4l 95 49(51.58) 20(21. 05) 69(72.63)
e 15. 332 27.091 38.127

P 0. 004 0.001 0. 000
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