Further details of other RNA expression studies
Figure 4 in the main text compares the relative expression of individual HERV-K(HML-2) proviruses with values taken from a range of other studies (cited in the main text). With one exception, these studies used methods that all involve an initial RT-PCR of a particular HERV-K(HML-2) region: (a) Sanger Sequencing following cloning plus direct NGS of HERV-K(HML-2)-specific amplified cDNA from prostate tumours [1], (b) SMRT (Single Molecule Real-Time) sequencing of HERV-K(HML-2)-specific amplified cDNA from peripheral blood mononuclear cells (PBMCs) of healthy donors [2], (c) Sanger Sequencing following cloning of HERV-K(HML-2)-specific amplified cDNA from melanoma and associated lymph node metastases [3] – here we also pooled results from several other tumor types published in a later study by the same group [4]. 
	Firstly, there are a few nomenclatural problems in identifying proviruses across studies. Converting the hg18 coordinates in Schmitt et al. [3] to hg19 allowed us to identify and use the Subramanian et al. [5] nomenclature for results in that study: of note, ERVK-14 is 7q22.2, ERVK-26 is 8p23.1d; ERVK-28 is 19q11 (although reported as ERVK-19 in [5] it has the full-length gag and env ORFs reported in the Schmitt et al. study); ERVK29 is 19q13.12b (as is the ERVK29 of [1]). Because of sequence similarity in the amplified region, HERV-K27 and HML-2_8p23.1 (our 8p23.1b and 8p23.1c respectively) were not distinguished in the results of Goering at el. [1], so we distributed the (few) reads equally between the two proviruses. 
	Comparisons between tissues are made harder by differences in the experimental method used. As mentioned in the main text, a provirus we find to be highly expressed is missed in the healthy lymphocyte study because it lacks the primer binding sites. Also, comparing the results of SMRT and Sanger Sequencing of cloned cDNA transcripts on the same Prostate cell lines shows very large differences (fig. 2 in the Goering et al. study [1]). This is due to different primer sequences being used: SMRT follows RT-PCR using primers matching the common provirus 22q11.23 (dark blue in figure 4, also called provirus "H22q") while the Sanger sequencing follows RT-PCR using primers from Schmitt et al. [3] that have 4-8 mismatches with this provirus [1]. The high expression of 22q11.23 in prostate and testes cancer is driven almost entirely by an upstream second HER-V provirus creating an identified lincRNA (Long Intervening NonCoding RNA) [6] – which it could be argued is therefore not a lincRNA [1]. Similarly, the teratocarcinoma RNA-Seq dataset shows high expression of the proviruses 19p12c and 22q11.23, but these do not appear in the seminoma in figure 4 because they were not scored in that study.
	The relatively high expression of 1q32.2 in our Rec1 is puzzling because this provirus lacks the 5' LTR, which contains the promoter motifs. In theory, high expression might result from it by being within the last intron of the CR1 gene or an unidentified long non-coding RNAs derived from the multiple nearby Alu elements (the very close LTR belonging to another ERV lineage – 913bp upstream – is in reverse orientation). More detailed analysis of the reads could resolve this question. However, we note that a much smaller proportion of reads were assigned to HERV-K(HML-2) than in the other cell lines and this provirus is not highly expressed (<5% of RPKM) in another Rec1 dataset from the SRA (SRX378549; unpublished; not shown).
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