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Recording and selection of active breaths
Timing of active breath counts varied with different patients. Usually occurring 10 to 20 minutes after discontinuation of myorelaxants, active breaths were at first generally sporadic and weak. In some cases, the active breaths occurred earlier or later. No active breaths occurred in one case. We started to count active breaths as more regular active breaths were observed and confirmed. The results for durations of counted breaths are presented in Table 1E. With a progressive increase in breathing effort by the end of the recording, the ventilator mode sometimes changed to pressure control ventilation to alleviate the effort. However, this intervention was not always effective, and reinstitution of myorelaxant was necessary. Breaths during pressure control ventilation that was performed in very short intervals (1 to 4 minutes when the patient had significantly increasing effort) were not analyzed, because the study aimed at volume control ventilation and myorelaxant use was always re-implemented. No further recordings were performed thereafter. No changes of PEEP during recording.
Estimation of inspiratory muscle pressure (Pmus), esophageal pressure time product (PTPes), and ∆Pes
Pmus generated by the respiratory muscles were calculated with consideration of both the elastic and resistive properties of the chest wall[1]. The passive esophageal pressure was calculated with the motion equation: Passive Pes=volume* Ecw+flow*Rcw + end-expiratory Pcw. The PTPes per breath (PTPes/B) was obtained by calculating the area subtended by active Pes and passive Pes following superimposition the two curves. We only calculate the inspiratory portion. Inspiratory PTPes per min (PTPes/min) was obtained by dividing the PTPes/B by breath duration. Because volume-controlled constant flow ventilation was used, the start of inspiratory effort was assumed to be the moment of rapid Pes decay; the end of inspiratory effort was assumed to be the Pes that elapsed 25% of the time from its maximum deflection to return to baseline[2]. For trigger breaths, the result for the correlation between ∆Pes and Pmus, PTPes is presented in Figure 1E. For reverse triggering breaths, the result for the correlation between ∆Pes and Pmus, PTPes was presented in Figure 2E. Linear regression analysis was performed between pendelluft volume and ∆Pes, Pmus, PTPes/B, and PTPes/min. Prediction of pendelluft in trigger breath based on Pmus was shown in Table 2E.  
Phenotypes of reverse triggering breaths.
According to Kassis et al[3], phenotypes can be classified in reverse triggering breaths. In contrast to Kassis’s finding, tidal volume was minimally increased in our study because volume control ventilation was used. We identified four types of reverse triggering breaths according to Kassis’s proposal. Namely, early reverse triggering with early relaxation (A), early reverse triggering with delayed relaxation (B), mid-cycle reverse triggering with maximal inspiratory effort during lung inflation (C), and late reverse triggering with reverse triggering occurred completely during lung deflation (D). In our study, the selected 807 reverse triggering breaths revealed a distribution of 15 type A, 105 type B, 622 type C, and 65 type D. The phase delay averaged 0.5 + 0.2 second. Phase angle averaged 60.0 + 28.6 degrees. As type C reverse triggering breaths predominated, we did not further analyze the differences between these reverse triggering phenotypes.  
Legends

[bookmark: _Hlk113314943][bookmark: _Hlk125958108]Figure 1E. Correlation analysis between Pmus, PIPes/B, PTPes/min vs ∆Pes in trigger breaths. Pmus: inspiratory muscular pressure. PTPes/B: esophageal pressure time product per breath. PTPes/min: esophageal pressure time product per minute. ∆Pes: esophageal pressure swing.

[bookmark: _GoBack]Figure 2E. Correlation analysis between Pmus, PIPes/B, PTPes/min vs ∆Pes in reverse triggering breaths. Pmus: inspiratory muscular pressure. PTPes/B: esophageal pressure time product per breath. PTPes/min: esophageal pressure time product per minute. ∆Pes: esophageal pressure swing.
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