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TEET 5, M), CREBH I3/ A A b L A2 X 0 iEM L S 4L, RIEZEE T D & s 7= (Zhangetal,
2006), L2>L72R8 6, BIE, Frx &G0 D0D 7 L—7" 05 RIE 2 39 5 ATREME AN e &
T % (Nakagawa et al, 2014; Xu etal, 2014), CREBH 3/ afk = ~ L b - FEEGHT, 8(CHL v A
VARG EICBEET 5 2 & ABIE £ TICHE XV 5 (Nakagawa & Shimano, 2018), 7 H 3~ & it 4
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ey 5269 CREBH KO(LKO)~ 7 A 1Bk L=, Z D~ AZIET L a— Nl 2 58T 5 A F4
= al Y REEMCD)Z AT D &, AT Clmf ALT, ASTEAE L SHL., FEEs 2
T 5, LLRnG, FFRCB T 2EEOERITa Y b —i(flox)~ 7 A LIREE W2 <, RS
DDV R E BT 5, BISFREBTHHIME L, RIEY—T—DHBEOFE LW EAPBIEINT
5 V (Nakagawaetal., 2016a), Z OREFOAN TliL CREBHLKO ~ 7 A (FZFET /v a— LEAEIITF L 0 & T
REeBELIED,

/M@ CREBH [ LR T E—JLIRIR k5 2 RFR—42 —NPC1L1 OFEER ZiFI L . BERERT O F4E & 1% 3
%

/NIBIZEIT D CREBH OREEEIC OV T HEHE L T\ 5, Fox i3/MEHFEAY CREBH Tg ~ 7 A & 1Bk
L. malbA7ra—- - a—LBEa(LD)EEAR L, 2 VAT B —/VIK(ELTZIET V= — L YERER
FEFHIL T\ 5, LD B TIXIEFE~ T A THIET LV a— MBI & & HICHO 5 FoRATE S B
RShb, LOLARG, 20~y A TIHABMFORAEOIH & & HIZAA S L2l S b,
IO YATIEMF a L AT e — LOIKT, /NEHEEN 2 L AT e — L E&EOKT, Hfial XT7r—/L
DOEMBBIEETE, /MM bDa L AT o — VIRINAIH S, /MO a L AT e — L WRIIE ~ T v
R—4—"Td 2% NPCILL M HH TdH % (Davis et al, 2004), Z ¢ NPC1L1 7% CREBH Tg ~ 7 A ClLi#E{s 1
HHL, ZoRN7ENMETLTEY, ZRAEKTH S (Kikuchietal, 2016), 1#Z CREBHKO ~ 7 A Tl
JRREIZESL L, NPCIL1 OFBUL LH-9%, CREBH IXEFEMIIC NPCILL ORBLAZMEIT25 2 L LG
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