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* Lung fibroblasts (WI-38) were exposed to seven cART regimens (three including DTG) at Figure 3. DTG-containing cART induced toxicities are reversible and show return to control levels for all morphological metrics assessed
pharmacological concentrations (1X C,,.,) between the end of exposure (9 days) and 6-day recovery period (A-E) All data are normalized to corresponding 0.1% DMSO drug-vehicle
. The following regimens were investigated: TDF/FTC/EFV, TDF/FTC/DTG, TDF/FTC/RAL controls (dashed lines). Statistical significance was assessed by paired t-tests. n = 9 pairs.
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mitochondria was finetuned using hand-traced mitochondrial images from two annotators.
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Figure 1. Improved MitoSegNet performance after finetuning. (A) Raw 8-bit image. (B) Object identification by
pretrained default model. (C) Improved object identification after fine tuning on 2 additional ground truths for 5 epochs. V] I
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Figure 2. Cells exposed to DTG-containing regimens show altered morphology compared to non-DTG
regimens. (A-E) Mitochondrial morphology metrics after 9-day exposure for a single independent experiment, Conclusions
shown with mean and SEM. All data are normalized to corresponding 0.1% DMSO drug-vehicle controls

(dashed lines). Statistical significance was assessed by unpaired t-tests. N=9 and 12 for DTG- and non-DTG + DTG induces a more fragmented mitochondrial network in vitro

containing regimens » Although observed effect was reversible, its potential health implications are unclear given that HIV therapy is lifelong and

Mitochondrial networks after DTG exposure exhibited reduced area, perimeter, eccentricity, without interruption
branch number, and branch length.  DTG-Induced mitochondrial toxicity should be explored further.
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