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Tab. 1 BEHEHKEGCGABA= 2 —u ¥ THBIZE) % 72 72protein coding genes

BERRTRRELE (68-F)

Gene Symbol Entrez ID Fold Change FDR
PRKGI 5592 6.88 0.0866
SLC35F1 222553 537 00754
PPPIRIC 151242 4.16 00812
PRKCE 5581 33 0.085
CNN3 1266 259 0.0142
SIAH3 283514 241 0.0356
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4) HMLFEI0EO BHEHKCGABA= 2 —1 »
BIEENEM D 720 D X84 HEE RS5O
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¥ (KCNHI, KCNH5, CNN3, RASGRFI,
SEMA3A, SIAH3, INPP5F) H3&EhTwiz

BEERTERET (88EF)

Gene Symbol Entrez ID Fold Change FDR
TGFB2 7042 9.11 0.0042
INPPSF 22876 -721 00336
PCDHB35 26167 =55 0.0086
SEMA3A 10371 -353 0.0595
RASGRF1 5923 -32 0.0142
KCNHS 27133 -3.12 0.0595
KCNH1 3756 -2.63 0.0804
STXBPI 6812 -2.1 0.0595
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