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Tab. 2 Characteristics of studies included in the meta—analysis.

Characteristics Rea D 2017 Ross DM 2018 Okada M 2018 Mahon FX 2018 Takahashi N 2018
Sample size (N) 60 190 63 126 78

Female (%) 63.3 49.5 35 56 42.3

age (years) 60 55 59 56 55.5

Sokal H/I/L (%) 15/27/53 15/26/33 14/14/65 NR 21/22/56
Previous therapy IFN/Ima No Ima Ima IFN/Ima
Type of TKI therapy Dasa. Nilo Nilo Dasa Nilo Nilo
Molecularresponse before2G-TKI discontinuation MR4. 5 MR4. 5 MR4. 0 MR4. 5 MR4. 5
Definition of molecular relapse Loss of MR3.0 Loss of MR3.0 Loss of MR4. 0 Loss of MR3.0 Loss of MR4.5
26-TKI median duration (month) 39 31 17 53 7.7

TFR at12 months (%) 63.33 51.6 48.0 58.0 67.9

TFR at24months (%) 60. 0 48.9 44.0 53.0 62.8
National or international National International National International National
Median follow-up (months) 47 19 44 NR 35.4

NOS score 4 7 6 7 7

Quality of study H H H
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Figure 1. Study selection progress.
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Tab. 1 Newcastle-Ottawa Scale for quality assessment.
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H, high—quality study
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Sokal score H/I/L, high, intermediate, low. IFN,
interferon. NR, not reported. H, high—quality study.
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Fig. 2a Forest plots shows TFR rate at 12 months
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Tab. 3 Subgroup analysis of factors affecting

recurrence.
characteristics Grouping ES (95% CI) 12
<78 0. 56 (0. 44-0. 67) 64. 4%
Sample size (N) >T78 0. 51 (0. 45-0. 56) 0%
Overall 0. 53(0. 47-0. 60) 47.1%
<49.5 0.52(0. 42-0. 62) 65. 9%
Female (%) >49.5 0. 56 (0. 48-0. 63) 0%
Overall 0. 53 (0. 47-0. 60) 47. 1%
<56 0. 54(0. 46-0. 61) 51. 6%
Age (years) >56 0. 52(0. 36-0. 68) 70. 5%
Overall 0. 53(0. 47-0. 60) 47.1%
IFN/Ima 0.61(0. 53-0. 70) 0%
Previous therapy Tma 0. 49 (0. 44-0. 55) 0%
Overall 0. 53(0. 47-0. 60) 47. 1%
Dasa 0. 52 (0. 36-0. 68) 70. 5%
Dasa or Nilo Nilo 0. 54(0. 46-0. 61) 51. 6%
Overall 0. 53(0. 47-0. 60) 47. 1%
2G-TKI median <31 0. 52(0. 42-0. 62) 65. 9%
duration (month) >31 0. 56 (0. 48-0. 63) 0%
Overall 0. 53(0. 47-0. 60) 47. 1%
<b54.5 0.53(0. 43-0. 64) 58. 2%
Low sokal score >54.4 0. 54(0. 35-0. 72) 80. 0%
Overall 0. 53(0. 47-0. 60) 47. 1%
International 0. 51(0. 45-0. 56) 0%
International or  National 0. 56 (0. 44-0. 67) 64. 4%
national Overall 0. 53(0. 47-0. 60) 47.1%
H 0. 54 (0. 46-0. 61) 51. 6%
Quality assessment L 0. 52 (0. 36-0. 68) 70. 5%
Overall 0. 53(0. 47-0. 60) 47. 1%
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Fig.4 The funnel plots
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