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Online Supplementary Figure
S1. hiPSC characterization. (A)
hiPSC (IMR90-16, passage 10)
maintain a normal karyotype.
High resolution, multi-FISH kary-
otype indicates a normal,
diploid, female chromosomal
content. (B) Expression of hESC-
marker genes in hiPSC (IMR90-
16) clones by quantitative
reverse transcription – PCR
analyses (qRT-PCR). Individual
PCR reactions were normalized
against GAPDH and standard-
ized relative to the expression
level in human embryonic carci-
nomal 2102EP cells. (C) qRT-
PCR analyses of OCT4, SOX2,
LIN 28, and NANOG expression
in fetal hiPSC lines (IMR90-16,
passage 10), adult foreskin
fibroblasts (FD136), adult hiPSC
FD136 4L 25 passage 11 and
hESC (H1). Dark gray bars repre-
sent amplification of both trans-
gene and endogenous mRNA.
Light gray bars represent the
amplification of endogenous
mRNA only. Data were normal-
ized to H1 level that was set at
1. (D) Gene expression in differ-
entiated hiPSC (IMR90-16)
clones by qRT-PCR analyses.
qRT-PCR performed on embry-
oid bodies-differentiated hiPSC
shows up-regulated expression
of lineage markers from all
three embryonic germ layers
(ectoderm: PAX6 and CK18;
endoderm: GATA4, AFP and
CK17; mesoderm: brachyury,
GATA4, RUNX1, CD34, NKX2.5
and KDR).
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Online Supplementary Figure S2.
Phenotypic analyses during erythroid
differentiation from hiPSC-IMR90-16
(A) and hESC-H1 (B) by flow cytome-
try. Expression of erythroid antigens:
CD36, CD71 and Glyco-A, from day 0
after hEB dissociation to day 25 – the
final point of the erythroid differentia-
tion.

Online Supplementary Table S1. Primer sets for PCR reactions. “Endogenous” indicates that primers
included in the 3′ untranslated region measure expression of the endogenous gene only, whereas
“total” indicates that primers in coding regions measure expression of both the endogenous gene and
the transgene if present.
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