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Abstract: Objective To investigate the clinical characteristics of patients with chronic myeloid leukemia
(CML) in chronic phase with deletion and non-deletion of the argininosuccinate synthesis gene (ASS gene) on
the derivative chromosome 9. Methods The clinical data of patients with CML initially treated with imatinib
and BCR/ABL1/ASS1 3-color fusion probe to detect ASS gene deletion were analyzed. The patients were
divided into deletion group (n=27) and non-deletion group (#=92). Clinical characteristics, treatment effects,
and prognosis were analyzed. Results The average age of 119 patients was 37.22+12.72 years old. The sokal
score differed between the deletion and non-deletion groups (y’=4.304, P=0.038). No statistically significant
difference in other general characteristics was found (£>0.05). The 3-month CCyR rate, 6-month CCyR rate,
and BCR-ABL"® < 1% rate in the deletion group were lower than those in the non-deletion group (P<0.05). The
median follow-up of 119 patients was 35.0 (3.0-60.0) months. The PFS in the deletion group was lower than
that in the non-deletion group (y’=4.293, P=0.038). Overall survival was not significantly different between the
two groups (x°=0.008, P=0.931). Conclusion The deletion of the ASS gene in patients with chronic CML is
related to the poor efficacy of imatinib treatment, poor prognosis, and high risk of disease progression.
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Figure 1 Progression-free survival(A) and overall survival
(B) curves of patients with CML in ASS gene deletion and
non-deletion groups
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Table 1 Comparison of clinical baseline date of patients with CML in ASS gene deletion and non-deletion groups

Clinical characteristics Deletion group (n=27)  Non-deletion group (n=92) 1, ' or Z test P

Age (years) 36.59+12.49 37.40+12.85 -0.290 0.773
Gender (Male/Female) 12/15 27/65 2.159 0.142
WBC (x10°/L) 157.30(85.25, 254.50) 143.60(54.20, 228.38) -0.799 0.424
HGB (g/L) 103.0(82.0, 112.0) 102.0(83.0, 116.0) -0.244 0.807
Eosinophil count (x10°/L) 2.40(1.50, 3.10) 2.20(1.10, 3.10) -1.003 0.316
Basophil count (x10%/L) 2.80(1.40, 7.50) 2.30(1.10, 4.90) -1.248 0.212
PLT (x10°/L) 455.0(271.0, 746.0) 325.0(177.0, 567.0) -1.510 0.131
Subcostal diameter of spleen (cm) 5.00(2.60, 8.00) 5.00(2.00, 8.80) -0.576 0.565
Sokal score (intermediate and high risk) (n(%)) 22(81.5) 55(59.8) 4.304 0.038

Note: Measurement data were presented as median and quartile (M(P25, P75)) in the table.

R2 ASSEFBKAMIEFKACMLEE S RIBEERITHLE

Table 2 Comparison of therapeutic effects of genetic responses among patients with CML in ASS gene deletion and non-

deletion groups at each time point

Cirouis 3 months _ 6 months _ 12 months -
CCyR BCR-ABL”<10% CCyR BCR-ABL"<1% CCyR BCR-ABL”<0.1%

Deletion 3(11.1) 15(55.6) 12(44.4) 11(40.7) 15(57.7) 6(23.1)

Non-deletion 39(42.4) 64(69.6) 60(65.9) 61(67.0) 66(72.5) 33(36.3)

x 8.943 1.836 4.043 6.051 2.089 1.582

P 0.003 0.175 0.044 0.014 0.148 0.208

Notes: Genetic response efficacy was evaluated in 26 patients from the deletion group at 12 months and 91 patients from the non-deletion group at 6

and 12 months.
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