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Pterosin B, ingredient in Pteridium aquilinum ,
regulates hepatic gluconeogenesis via
SIK3-dependent and independent mechanisms. [L
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BT AR 2 BLE T 2 AT MBEE AR TS5, BHAIT 7 vl 2 -cyelic AMP (cAMP)
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THREET 5, FRICBEET 2EGEHFEIK DRFE LT, cAMP-response
element-binding protein (CREB) <°% ® 3:%% [ ¥ (CREB regulated transcription
coactivator 2, CRTC2) 3 %7 b5,

Wk E M %7 —1 (Salt Inducible Kinase, SIK) (X CREB-CRTC2 # #ifill 3 572,
SIK OIEMEALFI DN FERIFICAZ T D & TSNS, SIKIZIZ32DOT A Y 74— LR
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L7245 FC SIK3 OEFi A ICB T 2&F 2 AT 5720, SIK3 12 X5 CRTC2 DE(R
FRIOMGI 2 LET 5{LE (SIK3 >~ 7 FIVLEAR]) O¥ER - FE%2{T->7-, SIK3
T FARERZ, BEFOEEZBLMEL LTI 2 AR L A—F—7
A TVATLAEFHLUTHEE -FE LT, £TORE, U7 s Th 2 Pterosin B 23
SIK3 > 7 F VI EEEZ R T 2 L 2 L, 2 OMREIZ X o TR A B E OB R
THREE FRIEHZLE2R LI, T7bL, B TIELSIK3 v 7 L2 HET 5 &M
PEE EF IR D ERml I,

2% : SIK3 v 7 ) /LA E 4| Pterosin B % H V7= STKS (& 17 1 72 - 87 A= il 5] A H
=X 2 DR

B 1EIZBWTRE L7z SIK3 & 7 F VL #E A Pterosin B % i T, SIK3 (K177
PERT S A 1 = X NOfRE % 1T - 72, Pterosin B 7% SIK3 O E AL EH TIX M- 7=
Z L5, Pterosin B OEHMALE LT SIK3 @ B2 EE L=, TOREE.
Pterosin B %7V 2 — 45 > @ 5 fif % §ili§ % % 7 — £ Phosphorylase kinase catalytic
subunit gamma2 (PHKG2)® SIK3 ~DfE &4 LH &8, SIKS il KA A DY >
Ml THESE L 2L TSIK3 Y 7T v alET o2 Emmeahni, YLEDORRNS
Pterosin B iZ PHKG2 #/1 L C SIK3 #[LE L, MHiglcB T 2 EHAE 2 TiESE D 2 k
DR S, SIKS BFHERTAEICEB W THERERHZ R T Z LR RBINT,
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55 2 B2 T, Pterosin B (X SIK3 /0 L CIFMERTAEZ TS T2 Z EBRRE T,
L7 L7245 Pterosin B OELIK TH 5 Pterosin A (T MK FEHZ AT 5 2 &3
HENTWD, 22 TUERLLIZEIT 5 Pterosin B O IMFEE~DEEZRFT 5729
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7o ME T A B E B A T O R BLLERF I I 1T D Pterosin B OB Z KEF L= & 2 A Pterosin

B 3B H A Dk AT v S FE glcose-6-phosphatase (G6Pc) DR E Z4MHI T 25 Z & 2R
Sz, Tk, Gépe ® 7 v E—X —|Z81F 5 Retinoic acid receptor-related orphan
receptor alpha-steroid receptor coactivator 2 (ROR a -SRC2)#E &K D it A BHLEICEK L
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