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Table S1: Reasons for exclusion of 22 articles according to abstract and full-text

Title

Excluded by abstract

WNT11 expression is induced by estrogen-
related receptor alpha and beta-catenin and
acts in an autocrine manner to increase cancer
cell migration.

The article mentions ERRa, which is related to
PGC1la, but it does not deal with PGC1la itself.

Estrogen receptor-related receptor alpha
(ERRalpha) and oestrogen receptors (ERalpha
and ERbeta) exhibit different gene expression
in human colorectal tumour progression.

The article mentions ERRa, which is related to
PGC1la, but it does not deal with PGC1la itself.

Rapid and cost effective genotyping method
for polymorphisms in PPARG, PPARGC1 and
TCF7L2 genes

This article does not deal with the colorectal
cancer.

NF-kappa B/PPAR gamma and/or AP-1/PPAR
gamma 'on/off' switches and induction of CBP
in colon adenocarcinomas: correlation with
COX-2 expression

The article mentions PPARS, but does not deal
with the gene of interest.

CLA and n-3 PUFA differentially modulate
clinical activity and colonic PPAR-responsive
gene expression in a pig model of
experimental IBD

The article mentions PPARS, but does not deal
with the gene of interest.

IFN-Y and TNF-a treated mesenchymal stem
cells can enhance the chemotherapy
resistance of colon cancer cells

The article mentions Bax and Bcl-2, which are
related to PGCla, but does not deal with the
gene of interest.

Impact of age, BMI and HbA1c levels on the
genome-wide DNA methylation and mRNA
expression patterns in human adipose tissue
and identification of epigenetic biomarkers in
blood

The article mentions various genes related to
PGCla, but does not deal with the gene of
interest.

A marker-derived gene network reveals the
regulatory role of PPARGC1A, HNF4G, and
FOXP3 in intramuscular fat deposition of beef
cattle

This article does not deal with the colorectal
cancer.

A Six Months Exercise Intervention Influences
the Genome-wide DNA Methylation Pattern in
Human Adipose Tissue

This article does not deal with the colorectal
cancer.




Coordinate changes in histone modifications,
mRNA levels, and metabolite profiles in clonal
INS-1 832/13 B-cells accompany functional
adaptations to lipotoxicity

This article does not deal with the colorectal
cancer.

Genetic mapping of quantitative trait loci for
meat quality and muscle metabolic traits in
cattle

This article does not deal with the colorectal
cancer.

Epigenetic silencing of peroxisome
proliferator- activated receptor Y is a
biomarker for colorectal cancer progression
and adverse patients' outcome

The article mentions PPARS, but does not deal
with the gene of interest.

A PGC-1a-0-GlcNAc transferase complex
regulates FoxO transcription factor activity in
response to glucose

This article does not deal with the colorectal
cancer.

The functional genetic variant Arg324Gly of
frizzled-related protein is associated with
colorectal cancer risk

Arg324Gly is not a PGCla SNP.

Kinase Suppressor of Ras 1 (KSR1) Regulates
PGCla and Estrogen-Related Receptor a To
Promote Oncogenic Ras-Dependent
Anchorage-Independent Growth

This article does not deal with the colorectal
cancer.

Involvement of mitochondria in apoptosis of
cancer cells induced by photodynamic therapy

This article does not deal with the colorectal
cancer or PGCla.

Metformin induces microRNA-34a to
downregulate the Sirt1/Pgc-1 alpha/Nrf2
pathway, leading to increased susceptibility of
wild-type p53 cancer cells to oxidative stress
and therapeutic agents

This article does not deal with the colorectal
cancer or PGCloa.

Polymorphisms in fatty acid metabolism-
related genes are associated with colorectal
cancer risk

This article does not deal with PGCla.

Polyphenolic profile and antiproliferative
activity of bioaccessible fractions of zinc-
fortified fruit beverages in human colon
cancer cell lines

This article does not deal with PGCla.

Title

Excluded by full-text

Estrogen-related receptor a (ERRa) inverse
agonist XCT-790 induces cell death in
chemotherapeutic resistant cancer cells

The article mentions PGCla and its
relationship with cancer, but does not deal
with colorectal cancer.

Dietary supplementation of krill oil attenuates
inflammation and oxidative stress in
experimental ulcerative colitis in rats.

The article mentions PGCla and its
relationship with ulcerative colitis, but does
not deal with colorectal cancer.

Simulated colon fiber metabolome regulates
genes involved in cell cycle, apoptosis, and
energy metabolism in human colon cancer

The article mentions PGCla and colorectal
cancer but not define a relationship between
them. It is more focused on PPARa and other



cells.

genes.

Table S2: Full details of the key characteristics of the selected studies
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Peroxisome proliferator
activated receptors (PPARs)
‘and associated transcription
factorsin colon cancer:
reducedexpression of
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CRCin differents Dukes stage.

17 patients: Eleven patients were women
(65%) and six patients were men (35%)
Median age were 65 years (range 40-80

Vears). Twelve patients (71%) had tumors of

Dukes stage A or B and only five patients
(29%) had Dukes stage C.
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PGCLais not detected in HCT116 cell line.
1) PGC1B and ERRa are key downstream
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growth and tumor maintenance. 5) AVPK
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importance. P
tumor cells

colon cancer and are
required for colon cancer survival both in
vivo and in vitro

1) Expression level of PGCLa in the.
Intestineis higher in differentiated
enterocytes than in the proliferative
compartment at the botto of the crypts,
where it has only a scattered expression
2) PGC1a Induces Mitochondrial
Proliferation and Activation in Human
Intestinal Cancer Cells, 3)PGC1a Induces
Tissue-Spedific ROS Accumulation and
Apoptosis. 4) PGC1a Stimulates Intestinal
Mitochondrial Biogenesis and Respiration
invivo, and suppresses Colorectal
Carcinogenesis

1) PGC-1 Induces the Expression of Upase
i Breast and Colon Cancer Cells. 2)PGC1a-
Dependent Induction of UPase Gene in

Cancer Cell

5) PGCLa Proapoptotic ffect Is Lost in
HI2300 Cells. 6) A synthetic S0D2 and
Catalase Mimetic EUK134 Abolishes the
PGC1a Proapoptotic Efect, 8) PGC1a-/-

‘and the promotion of their survival. This
fact could be  new therapeutic target.

1) PGC1a expression levels could influence.
intestinal epithelial cellfate by inducing
mitochondrial-related metabolic
modifications that induce apoptosis. 2
PGCLa overexpression i able to stimulate
mitochondrial biogenesis, metabolic

3in

Intestinal
Tumorigenesis

tissues with high aerobic energy demand,
PGCLa s able to preserve ROS homeostasis;
Innormal intestine, PGCla s not able to
induce the ROS scavenging systems.

1) PGC-1a seems tobe a regulator of
Upase gene transcription, whose effectis
mediated by ERRa .2) PGC1a has an effectin
absence of ERRa,suggesting the

a)p6c1 T [

3
Overexpression of PGC-1 Sensitizes.
Cancer Cells to 5-DFUR.

1) RXRa expression in tumours is similar
elative to normal mucosa. 2) PGC-1

1)Expression levels of PPAR were

decreased relative to normal mucosa

intumor cells,
transformation of 5-DFUR to 5-FU, which
inhibits their prolferation. I this way,

PGC1a enhances the cell sensitivity to the

1) PPARB/6 may act as repressor of PPARY
and PPART target gene expression. 2)
Reduced coactivator levels of

1are compatible with a reduced
transcriptional activity of PPARY and hence a
reduced tumor suppressor activty.
3YTransciptional activity of PPARY may not
only be decreased by mutation and the
increase of the transcriptional repressor
PPARB/S but also by downregulation
of the coactivator PGC-1of PPARY.
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