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Table.1 #{ NT5C1A Hi{ED BB 51k

siBM E¥’M/BM ToHo 1 MR I
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{&ﬁxéﬂ 208

2) sSIBM T® NT5C1A O JFTE
NT5C1A (I sIBM FA& 5 11 6 c/h L
L 7= R #RME D I T B L OV I RIS AR L
THH LTz (Figure. 2A), sIBM Tl
Fr AT R CH DN X A 7 2 MG 2358
WERE SN TEY Y, 4E NTHC1A B %
DT RRHEN Z A 7 2 BHETH D FTRENVE A &
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(Figure.3)

Table.2 #HT NT51A FLik & ERARE OB # 4
ﬁﬁﬁﬁﬁ ﬁﬂ: i%ﬁ p value

FRERER (8) 672153 64.8+4.3 0.74
ZIREFER () 73.0£32 72331 0.90
BHETO
E5 10 () 58428 75%19 0.61
BiEtEE (%) 75.0 66.7 0.79
B LB (%) 25.0 33.3 0.78
BETREE (%) 50.0 22.2 0.36
CK{f (1U/ 1) 379+ 65.7 967.2 £241.3 0.14

Table.3 #T NTH1A Huik & e 5 O BE M

R IRz =1
N=3 N=8 p value

BRIV ZERasARE 6.1+28 43+3.9 0.56
REMRZMEE & 100.0 66.6 0.21
avd—LuR SEERIE (%) 0 222 0.35
NT5CIAAp62& BT (%) 100 315 0.073
NTSCIAD AR (%) 66.7 125 0.085

RAT 2B T YT (um?) 924.9£184.2 2067.2£326.7 0.049
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