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Figure 1. ¥l 2P U EITFHIERERE. (2 AN S 7L hd U niEEEETS

(A) Body weights. n = 6-10in each group. (B) Non-fasting blood glucose, (C) Non-fastinginsulin, and (D) non-fasting
glucagon in 6-month-old male mice. n =6 ineach group. (F) Intraperitoneal glucose tolerance (glucose 2 g/kg bw) in 6-
month-old male mice. n =6 ineach group. (F) Whole-body insulin sensitivity (insulin 0.75 U/kg bw) in 6-month-old male
mice. n = 7-11ineach group. (G) Plasma glucagon levels before and after intraperitoneal glucose injection (glucose 2 g/kg
bw) in 6 month-old male mice. n = 7 ineach group. (H) Plasma insulin levels before and after intraperitoneal glucose
injection (glucose 2 g/kg bw) in 6 month-old male mice. n = 7 in each group. (1) Glucagon, and (J) Insulin secretion from
islets were expressed per pg of total DNA. n =3-4 ineach group. (K) Total glucagon, and (L) total insulin content of islets
expressed per g of total DNA, n =3-4 ineach group.

Control, empty box; aXBPKO, filled box. Data are expressed as means + SEM: *P <0.05, **P <0.01, ***P<0.001, and ns.,
not significant; control versus aXBPKO.
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(A} Western blotting for spliced XBP1, active ATF6 and TBP
(loading control) in control or aXBPKD cell lines before and
after Thapsigargin treatment for 4 hr (T, 100nM) using
nuclear fractions. (B) Western blotting for BiP, pIRE1, IRE1,
PpPERK, PERK, pINK, JNK and B-actin (loading control) in
control or aXBPKD cell lines before and after Thapsigargin
treatment for 4 hr (Tg, 100nM). (C) Quantification of active
ATF6/TBP, BIP/actin, pIRE1/IRE1 pPERK/PERK and
PINK/INK in control or aXBPKD cell lines.

Data are expressed as means T SEM; *P <0.05, **P<0.01,
***p <0.001; ND, not detected.
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Figure 4. XBPURTRIZ A2 AT F VR ETS

{A) Western blotting for insulin Receptor tyrosine®™ (Y)
phosphorylation (pIR), insulin receptor (IR), IRS1 tyrosine®®S(Y)
phosphorylation, IRS1 Ser®7 (Ser) phosphorylation, total IRS1,
Akt Thr322 phosphorylation, Akt Ser®™® phosphorylation, total
Akt and B-actin (loading control) in control or aXBPKD cell
lines before and after insulin treatment for 10 min (ins, 100
nM). (B) Quantification of pIRS1{Y}/IRS1, pIRS1(Ser)/IRS1,
pAkt(T308)/Akt and pAkt{S473)/Akt in control or aXBPKD cell
lines. Data are expressed as means + SEM; *P < 0.05,**P <
0.01, ***P < 0.001. (C) Glucagon secretion from control or
aXBPKD cell lines was assessed by static incubation for 60 min
under various glucose concentration without or with 100 nM
insulin and expressed per ug of total DNA. n=3-6ineach
group. Data are expressed as means + SEM; *P <0.05, **P <
0.01; n.s., not significant.
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