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[Abstract] Objective To explore the immunophenotype and clinical prognosis of acute myeloid leukemia ( AML)
patients with ASXL.1 or TET2 positive. Methods Clinical data of 162 patients with primary diagnosis of AML (except
M3) were collected in the First Affiliated Hospital of Bengbu Medical College from January 1,2019 to May 31, 2022, in-
cluding 10 patients in the ASXL1 and TET2 double mutation (ASXL.1" TET2™ group), 26 patients in the ASXL1 muta-
tion (ASXL1" group). 25 patients in the TET2 mutation (TET2" group) and 121 patients without ASXL1 or TET2
mutations (ASXL1 TET2 double negative group). The immunophenotype and prognosis of the four groups were retro-
spectively analyzed to compare the complete remission (CR) rate, median progression-free survival (PFS) and median o-
verall survival (OS). Results There were no statistically significant differences in age, gender. white blood cell count,
red blood cell count, hemoglobin, platelet count and FAB typing among the four groups. Compared with the ASXL1-
TET?2- double negative group, ASXL1" group and TET2" group had a higher rate of abnormal chromosome karyotype
(P=0.046) and a lower bone marrow blast cell count at the time of the initial diagnosis (P=0.037). Patients in the
ASXL1" group had lower CD7 (P=0.024), CD33 (P=0.043) and CD38 (P=0.023), CD34(P =0.011) antigen ex-
pression than the double negative group. The first CR rate in ASXL1" TET2" group (P=0.007), ASXL1" group (P=

HEEWMB . 2404 8 A5 K4 B (2108085QH324)

#EI{EE . 4 3 W , E-mail : yangyanli0702@126. com

SRR R . Hiem. k44,5 ASXLI.TET2 it 2B HM 2 bRk e B AR ARG R[I]. B3 EF,2024,36(10):1470-1474, 1479,
DOI:10. 3969/j. issn. 1672-3511. 2024. 10. 011



WMARESF 2024 5F 10 A % 36 5% 104 Med ] West China,October 2024, Vol. 36,No. 10 o 1471 -

0.001) and TET2" group (P=0.020) was significantly lower than double negative group, and the total CR rate in
ASXL1"TET2" group was significantly lower than double negative group (P=0. 023). The median PFS and OS in the

double negative group were 30 and 35 months, respectively, both of which were significantly prolonged compared with
those in the ASXL1" TET2" group (P=0.002 and <<0.001), the ASXL1" group (P =0.015 and 0.005) and the
TET2" group (P=0.015 and 0. 005). The median OS of ASXLL17 TET2" group was significantly shorter than that of

the TET2" group (P=0.019), and there was a trend towards shorter OS compared with the ASXL1"

group (P =

0. 055). Conclusion ASXIL.1 is an indicator of poor prognosis and combine with TET2 mutations may shorten the surviv-

al time of AML patients.
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Table 1 Comparison of clinical data of 4 groups of AML patients
i [ ASXL1TTET2" 4 (n=10)  ASXL1' % (n=26) TET2" 4 (n=25) MBA M4 (n=121) P

T 51 0.422

L 6(60. 00D 16(61. 54) 14(56.00) 56(46.28)

i@ 4(40.00) 10(38. 46) 11(44.00) 65(53.72)
W () 58(35,73) 56(17,73) 62(25,73) 53(13,87) 0.156
WBC(X10°/1) 26.00(0.72,93. 70) 4.91€0.72,93.70) 18. 86(0. 72,234. 45) 7.80(0. 35,449. 49) 0. 288
RBC(x10'2 /1) 2.76(1.48,3. 84) 2.08(1.17,3. 84) 2.34(1.46,3. 84) 2.25(0.55,5. 14) 0. 764
PLT(X10°/L) 39(5,89) 28(5,185) 37(5,586) 36(5,1314) 0. 852
Hb(g/L) 83(34,112) 71(34,112) 75(34,112) 75(20,164) 0. 828
BEERIRM L (%) 41.50(10.00,78. 00) 40.50¢10. 00,96. 00) 55. 00(10. 00,98. 00) 65. 00(15. 00,98. 00) 0.037
FAB 43 #1 0.186

Mo 0¢0.00) 0€0.00) 00. 00) 0€0.00)

M1 2(20. 00) 2(7.70) 4(16.00) 11¢9.10)

M2 3(30. 00) 10(38. 46) 6(24.00) 66(54.50)

M4 2(20.00) 3(11.50) 5(20. 00) 16(13.20)

M5 3(30. 00) 11¢42.31) 10(40. 00) 28(23.10)

M6 0(0.00) 0(0. 00) 0(0.00) 0¢0.00)

M7 0¢0.00) 0€0. 00) 0(0.00) 00. 00)
1EH %A 3(30.00) 12(46.15) 11(44. 00) 82(67.77) 0. 046
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fii PFS J3 23 N H (95% CI:13.2~32.7 A, Hifi
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Table 2 Comparison of LC antigen expression rate in 4 groups of AML patients
ASXL1,TET2 %4 ASXL1 R4 TET2 %78
B gig R A — — —
ASXL1TTET2 4 X4 P ASXL1" 4 XL 1 P TET2" 41 BB 2 P

CD3 0¢0.00) 0¢0.00) - 0(0.00) 0(0.00) - 0¢0.00) 0¢0.00) -
CD7 00. 00) 35(28.93) 0. 106 2(7.69) 35(28.93) 0.024 3(12.00) 35(28.93) 0.079
CD13 6(60.00) 92(76.03) 0. 457 18(69. 23) 92(76.03) 0. 468 20(80. 00) 92(76.03) 0. 669
CD15 0€0.00) 16(13.22) 0. 469 2(7.69) 16(13.22) 0.652 5(20.00) 16(13.22) 0.571
CD16 0(0. 00) 2(1.65) 0. 999 2(7.69) 2(1.65) 0.292 5(8.00) 2(1.65) 0. 273
CD19 1(10. 00) 11¢9.09) 0. 999 3(11.54) 11(9.09) 0.986 1(4.00) 11(9.09) 0. 657
CD33 8(80.00) 109(90. 08) 0. 646 19(73.08) 109(90. 08) 0.043 21(84.00) 109(90. 08) 0.593
CD34 10(100. 00) 82(67.77) 0.075 24(92.31) 82(67.77) 0.011 16(64.00) 82(67.77) 0. 715
CD38 5(50.00) 80(66.12) 0. 496 11(42.31) 80(66.12) 0.023 14(56.00) 80(66.12) 0. 336
CD43 2(20.00) 6(4.96) 0.222 4(15.38) 6(4.96) 0.137 3(12.00) 6(4.96) 0. 381
CD45 1(10.00) 2(1.65) 0. 551 1(3.85) 2(1.65) 0.999 0€0.00) 2(1.65) 0. 999
CD56 4(40.00) 25(20. 66) 0. 308 7(26.92) 25(20. 66) 0.483 4(16.00) 25(20. 66) 0. 798
CD64 1(10. 00) 32(26.45) 0. 440 4(15.38) 32(26.45) 0.234 11(44.00) 32(26.45) 0. 080
CD117 9(90.00) 95(78.51) 0. 645 22(84.62) 95(78.51) 0. 484 20(80. 00) 95(78.51) 0. 868
MPO 5(50. 00) 48(39.67) 0.761 10(38. 46) 48(39.67) 0.909 11(44.00) 48(39.67) 0. 688

HLA-DR 8(80.00) 90(74.38) 0.988 20(76.92) 90(74. 38) 0.786 16(64.00) 90(74.38) 0. 289

F3 448 AML BEZEMEITE[n(X1072)]
Table 3 Comparison of response rates in 4 groups of AML patients
P : _ {}{SXL] TET2 %78 : _ ASXL1 %48 _ TET2 %748
ASXL1TTET2 "4 XA ME4L P ASXL1" 4 WA M2 P TET2" 4 XIS 41 P

H X CR 3(30.00) 91(75.21)  0.007 11(42.31) 91(75.21)  0.001 13(52.00) 91(75.21)  0.020

& CR 5(50.00) 102(84.30)  0.023 18(69. 23) 102(84.30)  0.128 17(68.00) 102(84.30)  0.104
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hRk R HA G B X 5 45 5% —
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AR A ASXL1 3N 248 1) AML % 1
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