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T ‘I Figure 4. iNK cells express high levels of the cytolytic molecules perforin and granzyme
NKp4é KIR3DL1 B and specifically target HLA-null K562 targets while avoiding healthy PBMC. A. iPSC-

RESU LTS derived NK cells (iNK) or peripheral blood NK cells (pbNK) were stained intracellularly for expression of
granzyme B and perforin. B. hnCD16 INK cells were used as effectors against a mixture of K562 and allogeneic
. . . . PBMC target cells in a 4 hour in vitro cytotoxicity assay. Results are the mean £ SEM of 6 PMBC donors.
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Expanded adult NK NK cell receptors. Expression of each marker is shown by representative flow cytometry plofs. A None  Unireated Anti-Her2 . ﬁ‘:gg]egleK

Expanded iNK (day 45)

w
(@)
]

L
IPSC p
50 — > A. B. Day 4
Most likely due to L Raji ADCC
media/cytokine exposure| o 20 - =
dé . Unstimulated Raiji Raji + anti-CD20 > <100 — RajiAlone
O 1 = . K on Day 18
( § . °._ 40,44 0.22 30,71 3.04 42,76 | 9.12 ;_‘ E ""N.‘ :n(C:Z]]Z :i ) Iy
- - ]
o 7 @ =2 ] BN
50" ~ L= 001.01.1 1 10 20 Day 32
_2'60 i 1::90.@, E ;:0:: ug/ml anti-CD20 Y
O | | ] ] T bl 2 T T T T
Fibroblasts pbNK iN K iPSC ’ Oo 5 10 15 20 25
Time (hours) Day 54
Figure 5. Molecular analysis of INK cell gene expression and telomere length. A. Global gene C. D.
expression by iINK cells was assessed by microarray and principle component analysis was performed. Day 30 iNK Day 60
and day 45 iNK were compared with parental (day 10) CD34+ cells, parental iPSC, parental fibroblasts, and both SKOV-3 A549
freshly isolated and in vitro expanded adult peripheral blood NK cells. B. Telomere length was determined by Her2"/EG FRM Her2'°/EG FRM
flow cytometry for iINK, pbNK, and iPSC using the 1301 T cell leukemia line as a control (100%) with correction for s
the DNA index of G, cells. ol
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