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Abstract: Objective
screening technology in the individualized medication of relapsed refractory acute myeloid leukemia patients.
Methods
leukemia, enriching and culturing leukemic cancer cells by HDS technology. In vitro efficacy evaluation of

To explore the clinical value of new high-throughput drug sensitivity (HDS)
We collected bone marrow samples of 19 patients with relapsed and refractory acute myeloid

15 single drugs and 17 chemotherapy regimens was carried out according to the blood peak concentration
corresponding to clinical dose. The drugs and programs were divided into four levels: high, medium, low
and insensitive, according to the inhibition rate of cell activity detected and calculated by Celltiter-Glo based
chemiluminescence, then we observed the clinical remission rate. Results Among the 19 patients, there were
4 cases of non-remission (NR), 4 cases of complete remission (CR) and 11cases of partial remission (PR), and
the overall remission rate was 78.94%. The sensitivity frequency of DAE, DAC, HAD and HD-DA schemes
were higher than 68%. Conclusion The high-throughput drug sensitivity screening technology is a rapid,
efficient and low-cost detection technology, with good clinical application value in individualized medication
of relapsed refractory AML patients, worthy of clinical promotion in the post genomic era.
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Figure 1 Inhibition rate and sensitivity grade
of 19 AML patients to 32 drugs and regimens
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Table 1 Clinical features and drug sensitivity results of 19 AML patients

Hb

PLT MPC Risk

rug

Number Gender (}igres) Diagnosis (\IY)I(?/L) (@L) (10°L) (%) class Chemotherapy regimen sensitivity Effect Condition
P1 Male 68 MDSturn 111.58 95 59 3 High HA +++ NR Dead

P2 Female 45 M5 9.08 110 391 96 High  Fludarabine & Cytarabine —++ PR  Survived
P3 Female 55 M5 8.59 58 12 90 High  Decitabine + NR  Survived
P4 Male 69 MDSturn 1.85 67 45 7 High  Fludarabine ++ PR Survived
P5 Male 50 M2 21.92 92 32 8.28 Middle TA ++ PR  Survived
P6 Male 53 M5 1.88 63 34 28 Middle HAD AHF CR Survived
P7 Female 74 M5 47.27 68 57 69 High  Cytarabine & Decitabine = +- NR  Survived
P8 Female 52 MDSturn 2.23 66 7 29 Middle HAD & DAT ++++ PR  Survived
P9 Female 61 M2 70.34 132 33 73 High HAD -+ CR  Survived
P10 Male 29 M5 1.65 75 159 70.75 Middle DAC & HAAG ++++ PR  Survived
P11 Female 57 M2 3.94 58 21 28 Middle FLAG ++ PR Survived
P12 Female 65 MDSturn 5.44 54 95 10.50 Middle DCAG S NR Dead

P13 Female 49 M5 4 137 104 9 Middle FLAG ++ PR  Survived
P14 Female 10 MS5 443 124 58 70 High HAD AHF CR Survived
P15 Female 5 M4 2.48 79 174 43 High HA +++ PR Survived
P16 Male 10 M5 2.7 107 130 81.70 High  HAD & Decitabine A= PR  Survived
P17 Male 4 M2 22 89 76 42.70 Middle DA ++ CR Survived
P18 Female 6 M2 3.18 107 79 9 Low Decitabine & HAA —++ PR  Survived
P19 Female 4 Ml 4.49 94 154 35 Middle Decitabine & HAA +++ PR Survived

Notes: MPC%: proportion of bone marrow primordial cells; +++: highly sensitive; ++: moderately sensitive; +: lowly sensitive; —: insensitive; WBC:

white blood cell; Hb: hemoglobin; PLT: platelet; PR: partial remission; CR: complete remission; NR: none remission.
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Figure 2 Moderate to high sensitivity(inhibition rate =
50%) frequency percentage of 19 patients to 32 drugs and
regimens
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percentage of 19 patients to 32 drugs and regimens
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