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Combined effects of BIO101 on anabolism and
mitochondrial function in skeletal muscle cells

Introduction Results Results
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* The aim of this study was notably to characterize P o
the effects of BIO101 on energy metabolism in
C2C12 myocytes and in primary human muscle I
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BIO101 effects on mitochondrial biogenesis
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Cell lines: C2C12 murine myoblasts and AB1167C20FL primary L I ST Fo o pevos  mow
human muscle cells were induced to differentiate for 6 days. o oo
Appropriate treatment was administered for the final 3 days. -1 i i

PPIop y — BIO101 increases phosphorylation of major kinases of BlO101-induced metabolic switch
Immunofluorescence: Cells were grown, differentiated and treated AKT/mTOR and AMPK pathways
on 8-well chamber slides. Then, the cells were fixed with 2.5% .
glutaraldehyde/0.1% Triton X-100, covered by DAPI-containing * Mouse " o uneated N Spiov
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Western blot: Cells were lysed, equal amounts of proteins were Chronic oral administration of BIO101 was responsible for a significant T T A S R TR TR 0
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nltroce!lulose membranes. Membranes were blopkeq with 5% non- — BIO101 facilitates the use of fatty acids as an energy supply
fat milk and incubated with specific antibodies overnight. — In gastrocnemius muscles of animals treated with BIO101 when glucose is limited. These data suggest that metabolic
Immunostaining was visualized using ECL. Band intensity was AMPK pathway activity tends to be increased flexibility is improved by BIO101 in muscle cells

quantified using ImagedJ software.

OCR measurements: Oxygen consumption was recorded using a

Seahorse XF24 Analyzer. COnCI usions

In \I/I"Wf’ St*jies- (k3|d (?ﬁ'm%”th) 057:3'6“ I‘;elg%i mi%e We/rke tre:;ed Overall, the beneficial properties of BIO101 on muscle function rely on both anabolic and mitochondrial effects:
orally for 14 weeks with either vehicle or BIO101 (50 mglkg). After . Hypertrophy of myofibers in mouse and human muscle cells associated with activation of AKT/mTOR and
treatment, the animals were tested for functional activity in toto AMPK pathways

(Vmax). Muscles were collected after sacrifice for further analysis

* Increase in mitochondrial biogenesis and respiration

* Improvement of energy metabolism flexibility in favor of FA consumption

* Antioxidant capacity

These results support the clinical development of BIO101 in patients with sarcopenia




