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In this article, the scramble group of the invasion experiment
in Fig. 2d, the Vector group of the migration experiment

The original article can be found online at https://doi.org/10.1007/
$10120-022-01340-7.
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in Fig. 6c, the si-uMtCK + Lv-HK?2 group of the invasion
experiment in Fig. 6d and the experimental results of Lv-
uMtCK +sh-HK?2 in Fig. 6e were erroneously published; the
Figs. 2 and 6 should have appeared as shown below.
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Fig.2 uMtCK facilitates GC cell migration, invasion in vitro and
liver metastasis in vivo. uMtCK overexpression or knockdown
increased or decreased GC wound-healing (a, b), migration and inva-
sion (¢, d) compared with their control group, respectively. e-g The
impact of uMtCK on GC cells liver metastasis in vivo. Representa-
tive formation of liver metastases by a spleen injection of AGS/Lv-
uMtCK-luc and SGC-7901/si-uMtCK-Luc as well as their control
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group cells into nude mice, respectively. e Representative images of
the luciferase signals (n=>5). The number of liver metastatic lesions
was counted (*P <0.05). f The images of the liver metastatic lesions
by HE (green arrows, normal tissues; yellow arrows, liver metastatic
lesions). g OS of each group of mice injected with engineered cells.
(*P<0.05, *P<0.01)
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Fig.6 uMtCK facilitates GC cell migration, invasion in vitro and
liver metastasis in vivo in an HK2-dependent manner. The effect
of HK2 overexpression or knockdown on the promotive or inhibi-
tive role uMtCK overexpression or knockdown on GC cells wound-
healing (a, b), migration and invasion (¢, d) compared with their
control group, respectively. e-l1 The effect of HK2 overexpression
or knockdown on the facilitated or receded role on the impact of
uMtCK on GC cells liver metastasis in vivo. Representative forma-
tion of liver metastases by a spleen injection of AGS/Lv-uMtCK-luc
and SGC-7901/si-uMtCK-Luc as well as their control group cells
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permitted by statutory regulation or exceeds the permitted use, you will

@ Springer

Lv-uMtCK _ Lv-uMtCK+sh-NC Lv-uMtCK +sh-HK2 f

uo Lﬁ“ N>
hvy
R

invasion

Percent survival

Yector
.

Ly-uMt
20 Lv-uMiCK+sh-NC #
Lv-uMCK +sh-HK2 *

IH

Number of liver metastasis per mice

0 14 28 42 56 70 84

W Time afier surgery (days)

0
R \,\\L*““v\
W '\\v\\“ o ‘_‘L
AtV

S

1 SGC-7901

Percent survival

MtCK+Lv-NC #
MICK+ Ly-HK2*

0 14 28 42 56 70 84
‘Time after surgery (days)

into nude mice, respectively. e, i Representative images of the lucif-
erase signals (n=5). The number of liver metastatic lesions was
counted (*P<0.05). g, k The images of the liver metastatic lesions
by HE (green arrows, normal tissues; yellow arrows, liver metastatic
lesions). h, 1 OS of each group of mice injected with engineered
cells. (*P<0.05, ¥*P<0.01, *P>0.05). uMtCK enhances the glycoly-
sis of GC cells in an HK2-dependent manner and further promoted
their migration, invasion and liver metastasis by activating the JNK-
MAPK/JUN axis
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