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Supplementary figureslegends

Figure S1: Qualitative TLC analysis of extracted lipid fractions from 1. RHA1 WT, 2. RHAL:nIpR, 3.
RHA1pTipQC2 and 4. RHA1 pTipQC2/nipR. (A) Analysis of neutral lipids (NL), glycolipids (GL) and
phospholipids (PL) obtained by solid-phase extraction (SPE) column chromatography with unmodified
silica stationary phase. (B) Analysis of F1 to F5 obtained by solid-phase extraction (SPE) column
chromatography with amino propyl stationary phase. Solvents used for elution of several fractions are
indicated. (C) Fractionation steps of F3 of each strain for TAG and DAG separation.

Figure S2: Cellular growth profiles and total glucose (unlabelled+labelled) consumption of analyzed strains
of this study. The point where cells were harvested for **C analysisisindicated by an arrow.

Figure S3: Total *3C fatty acid content measured by GC-IRMSin (A) Neutral lipids, (B) Phospholipids, (C)
triacylglycerols, (D) diacylglycerols and E) free fatty acids of RHAL1 derivative strains. Values are
expressed as % of *C content by cellular dry weight (CDW).

Figure S4: Fatty profiles and **C fatty acid absolute concentration measured by GC-IRMS in (A) Neutral
lipids, (B) Phospholipids, (C) triacylglycerols, (D) diacylglycerols and (E) free fatty acids of RHA1
derivative strains.
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Fig. S3
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