* 2888 - HREHT A 2024 59 A% 40 %% 17 % ] Mod Med Health,September 2024, Vol. 40,No, 17

IEEREERMAFMMERERE AR BGRIERXES T

2R, AR A R AR
(ZBEHRXZH ZWEERK MR AA, L4 402 230601)

(5 ZE] BW HAWEHEMMEERTF (ACAS) YR MM G £ (CML) 128 (CML-CP) &
FLHERNL T HREBRTGHARAR, FiXE @BESH 2016 F 1 A 18 £2022F 12 A 31 BERIKEH
92 Bl #1#% CML-CP & #6506 R K4, 247 06 R A it 45 F 45 48, £ A Kaplan-Meier % 9 474 % R 4£ ACAs %
CML-CP & A G0k th 273,483 CML-CP4# ACAs B X 5 R mL FRAM/GHMER, R 92 # CML-
CP 24wy FH % P34k BCR-ABLL k4 A B (FAMF 4 100%), F 4 1(9;22) B % 82 4] (89. 13%).,
ACAs %% 10 #1(10.87%), CML-CP % & & % 8f 18 78.49~87. 64 A A, 42 83.06 N A . 5 #£4 1(9;22) & F1t
BLACAs B F K mFih BABRH I LAA B SR ERE, Z74 YA AT FEL(P<0.05), # ACAs £
CML-CP &£Fs RRM ML MR E, & ACAs TRAFH CML AR#EEFTE RRMWA L —,

[XBIA] RUMEahm; WhEEKRFTE; BHFER; WE; HARHR

DOI:10. 3969/j. issn. 1009-5519. 2024. 17. 002 FEESES R733.72

NEHS:1009-5519(2024)17-2888-05 X EKFRIRED : A

Correlation analysis of therapeutic effect and prognosis of chronic myeloid
leukemia with additional chromosomal abnormalities”
YAN Li,AN Furun ,YANG Dongdong ,ZHAI Zhimin®
(Department of Hematology sthe Second Affiliated Hospital of Anhui Medical
University , He fei ,Anhui 230601 ,China)

[Abstract] Objective To explore the correlation between the diagnosis, treatment, progression and
prognosis of chronic myeloid leukemia (CML) in chronic phase (CML-CP) patients with additional chromo-
somal abnormalities (ACAs) at the initial diagnosis. Methods The clinical data of 92 patients with newly di-
agnosed CML-CP admitted to the hospital from January 1,2016 to December 31,2022 were retrospectively an-
alyzed. The clinical and genetic characteristics were analyzed. Kaplan Meier method was used to analyze the
differences in survival distribution of CML-CP patients with or without ACAs,and to explore the correlation
between CML-CP patients with ACAs and disease diagnosis, treatment, and prognosis. Results BCR-ABL1
fusion gene was detected in the initial bone marrow images of 92 CML-CP patients (100% positive rate) , with
82 cases (89.13%) in the pure t(9;22) group and 10 cases (10. 87 %) in the ACAs group. The survival time of
CML-CP patients was 78. 49—87. 64 months,with a median of 83. 06 months. Compared with simple t(9;22),
the onset age and overall survival time of ACAs patients were lower,and they had a higher risk of infection,
and the differences were statistically significant (P <C0. 05). ACAs were independent risk factors for poor
prognosis in CML-CP patients. Conclusion ACAs may be one of the factors leading to the progression and
poor prognosis of CML,
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