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[ Abstract]

(CFTR) protein in patients with acute leukemia and its relationship to clinical features and prognosis of acute leukemia.

Objective To investigate the expression of cystic fibrosis transmembrane conductance regulator

Methods A total of115 patients with acute leukemia were enrolled in the experimental group and 20 healthy individuals
were used as control. Peripheral blood or bone marrow samples were collected, and mononuclear cells were isolated. The
expression of CFTR protein was detected by Western blot. The relationships of CFTR protein expression to clinical
features and prognosis was analyzed. Results The expression of CFTR protein was not detected in peripheral blood
mononuclear cells of normal control, while it was positive in more than half of acute leukemias including acute myeloid
leukemia (AML) and acute lymphoblastic leukemia (ALL), but negative in the patients with acute promyelocytic leukemia
(M3). In the patients with AML, there was no difference in peripheral white blood cells (WBC), peripheral blast cells,
platelet and hemoglobin (HGB) between CFTR-positive and CFTR-negative patients. There was no relationship between
the expression of CFTR protein and gene mutations such as NPM1, CEBPA, FLT3-ITD, and C-Kit. Complete remission
(CR) rate after two course in CFTR-negative patients was slightly higher than that in positive patients. The survival time of
CFTR-negative patients was little longer than that of positive patients, but the difference was not statistically significant.
Conclusions The expression of CFTR protein seems not associated with clinical features, treatment response and
prognosis in the patients with acute leukemia
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Table 1 Expression of CFTR protein in different types of acute leukemia/case (%)
AML(n=78) ALL(n=37)
CFTR protein
Ml M2 M3 M4 M5 M6 Others Ph’ Ph
Positive 13(76.5) 8(57.0) 0 6(40.0) 8(50.0) 1(100) 5(62.5) 15(62.5) 7(53.8)
Negative 4(23.5) 6(43.0) 7(100) 9(60.0) 8(50.0) 0 3(37.5) 9(37.5) 6(46.2)
Total 17 14 7 15 16 1 8 24 13
%2 CFTREEXRZS5[MBAMBEEXLRERENXR
Table 2 Relationship between CFTR protein expression and laboratory tests in patients with acute leukemia
AML ALL
laboratory tests
CFTR positive(n=41) CFTR negative(n=37) P CFTR positive(n=22) CFTR negative(n=15) P
Peripheral blast cells 73.0£92.4 54.9+65.4 0.869 126.2+125.4 62.7+74.6 0.145
WBC 86.8+97.4 81.7+78.7 0.696 148.1+134.4 71.6+77.1 0.101
HGB 87.1+22.7 86.5+24.9 0.749 84.5+32.4 76.3+20.7 0.439
PLT 52.1+51.4 46.8+41.1 0.900 53.3+73.7 34.9+23.2 0.889
LDH 6941667 597+498 0.700 1294+1723 1392+1723 0.710
3 TREIGERFIEAMLEE R CFTRE B 33%/FI% (%)
Table 3 CFTR protein expression in patients with different clinical features in AML/case (%)
Factor Total p(cz)l:izf\je n(e:glzjif\{fe Factor Total pctj)fi?je n(e:glz;filjre
Female 29 15(52) 14(48)  0.909 CEBPA bilateral mutation
Male 49 26(53) 23(47) Yes 10 7(70)  3(30) 0.499
<60 yr. 57 30(53) 27(47)  0.984 No 46 24(52) 22(48)
=60 yr. 21 11(52) 10(48) FLT3-ITD
Risk stratification (cell and molecular genetics) Mutant 11 5(45)  6(55) 0.608
Low risk 18 8(44) 10(56) 0.432 Wild-type 47 28(60) 19(40)
High risk 60 33(55) 27(45) C-Kit
NPM1 Mutant 18 8(44) 10(56) 0.357 Mutant 2 2(100)  0(0) 0.501
NPM1 Wild-type 39 24(62) 15(38) Wild-type 56  31(55) 25(45)
®4 TREIEFFEALLEEKCFTRE A RIA/BIE (%)
Table4 CFTR protein expression in patients with different clinical features of ALL/case (%)
Factor Total ~ CFTR positive CFTR negative P Factor Total  CFTR positive CFTR negative P
Sex Risk stratification 0.405
Female 16 9(56) 7(44) 0.749 Standard risk 1 0(0) 1(100)
Male 21 13(62) 8(38) High risk 36 22(61) 14(39)
Agelyr. 0059 || BCR-ABL 0.73
<60 34 22(65) 12(35) Mutant 24 15(63) 9(37)
=60 3 0(0) 3(100) Wild-type 13 7(54) 6(46)
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Fig Survival analysis of CFTR protein expression in patients with different types of acute leukemia

A: AML patients; B: ALL patients; C: Ph"-ALL patients; D: Ph'-ALL patients
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