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Phosphatldylln05|tol P|(16IO_1821), which is known as an onco-metabolite. h (18:2) / Fig. 3 Graphical representation showing the difference in MASLD-FOF1 and F3F4 regarding lipid metabolic pathways. In each group, tumor tissues were compared with non-tumor tissues, and

healthy liver tissues were used as control. a) MASLD-HCC-FOF1; b) MASLD-HCC-F3F4

The results of transcriptomic analysis by qRT-PCR:

* Among the 14 genes studied, the RNA expression of 6 genes, respectively coding for CHKA, DGAT1, MBOAT7, SPTLC2, SMPD1 and COnCIUSiOnS
SGMS1, were exclusively up-regulated in MASLD-TT-FOF1 compared to NTT-FOF1. This observation was confirmed when comparing these

tumors with healthy liver tissues, except for SPTLC2, DGAT1 and SGMS1 (Table 1, Fig. 2). Metabolomics and transcriptomic analysis allow us to:
* In contrast, concerning MASLD-HCC-F3F4, the RNA expression of the same 14 genes remained unchanged compared with theirown NTT |, piccriminate MASLD-HCC based on the severity of fibrosis.

(Fig.3b). All together, the data confirmed the existence of two phenotypes of MASLD-HCC according to the degree of fibrosis. +  Propose biomarkers for MASLD-HCC with or without minimal fibrosis: "CHKA and MBOAT7". These observations could
* Qur transcriptomic results has revealed the increase of CHKA in MASLF-HCC-FOF1, which in accordance with our previous metabolomic lead to a clinical application, suggesting that choline could be used as a tracer in imaging for patients suffering from

data obtained by both H-NMR and LC-MS. Our findings demonstrated a strong accumulation of PC levels, suggesting that choline could MASLD-HCC at an early stage of fibrosis, consistent with the increase in the levels of PC and the RNA expression coding
serve as a marker in imaging in MASLD-HCC in patients with minimal fibrosis from stage FO to F1 (Buchard et al., 2021, Metabolites, for choline kinase (CHKA).

Buchard et al., 2021, AASLD Hepatology). The synthesis of PC is mainly involved in phospholipid membrane turnover and in tumor cell

differentiation.



