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Fig S1. Chemical structure of di-rhamnolipid.
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Fig S2. Fibroblasts were cotreated by RHA and TGF-B1. (A) RHA toxicity on fibroblasts
with or without TGF-B1 treatment. (B) percent of a-SMA positive cells after TGF-B1
stimulation.
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Fig S3. LDH leakage of fibroblasts after treatment with RHA at 30, 50 and 100 mg/L for 24 h.
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Fig S3. The a-SMA expression after RHA treatment in Fig 3A was quantified by Image J.
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Fig S5. The collagen content after RHA treatment in Fig 4c was quantified by Image J.
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Fig S6. The a-SMA expression after RHA treatment in Fig 8 was quantified by Image J.



