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A B E #&4& O S SR L l“@’]&%fﬁfﬁ—j EUARL e mAY %2 (GCL ~ INL ~ ONL) & =
F[28] - 2019 & Sampedro & * g#* 3 EJPF_ # GLP-1 jg &7 "% i< cleaved caspase
9 /total caspase 9 +* (& > ¥ & AE S ] B phospho-Akt/totaI Akt v E T RE s A
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A REFEE LI MBS T I DAPI ¥ k4 ¢ %ok pFié * Western
blotting 4 17 PARP - Caspase-3 % %~ 4 3 -
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2. Liraglutide & i3 2 & &7 4 (9733 2 ¢h Y79 3A 52w 3F
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W 4:FER Y79 e £} W 5: %3 OAPA~ B kR § 3 # 2 Liraglutide 2. 538
GLP-1 receptor g2 Control +* #2_ %3t % % p<0.001 & T_5 *** o

3. BRI E Y79 A Einve

PR BES I NI TEEFET A" RS E S mE s > AR
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55MM chif § M ASE 24 | pF 15 > DUILE S % ¢ HE R i) 0 5% 11 Western
blotting #5354 & 3 % #% ~ Liraglutide 22 5% § % %1%~ o Fv hP 58> KM 7+ @
TR MR gt e B R R B0 A LB B 4o § ABH A e %] 8 o Liraglutide £ 5%
SRR BAER TR e k- v AR o



Control OAPA 125 uM + Glucose 55 mM

Ohr lhr 2hr 4hr 8hr 12hr 16hr
I_H I L 1 I L 1 1 1 1 I L I I . 1 I L 1
OAPA 125 uM + Glucose 55mM  _ - + - + - + - + - + - +
Cleaved Caspase-3 - - - - <— 19 kDa
e (— 17 kDa

(Aspl75)

B-Actin . — - .».—.~.-—.-.-—-.-—‘~

24hr
OAPA 125puM + Glucose 55mM - - - + + + + +
Liraglutide 0.1 yM - + - - + + + +
Insulin 1 pM - - + - - - + +

PARP1
U e s e W e |e— Cleaved PARP1

B-ACHIL | g w——— — — ——

1 2 3 4 5 6 7 8

W7:%#% 5% PARPL 2 Caspase-3 2. # 3§

w54~ OAPA-~ i 5 #F PF% = Liraglutide ; 2% 6 L4 ~ OAPA ~
¥ 5 03 FFis %S Liraglutide; %) 7:4c ~ OAPA~# 3 #F PF %5 Liraglutide~
Insulin ; %] 8: £+4c ~» OAPA -~ § § #& > 3 /] BF{s %+ Liraglutide ~ Insulin -
5. BB aAEF MRS

PO REREBE AT HEFEF CRS &R Sz F S 0 AR
Dihydroethidium (DHE) 4= Dichlorofluorescin diacetate (DCFH-DA) ¥ % 4 #| g%
ROS #aim p 93 & - DHE ~DCFH-DA i& » 'mP2 22 p o A F 2. A $ > 55~ b
kg s A ust i d B F sk s 5 d MetaXpress $icf8 A 17 (8 0 B R Yy
# % Wz p ROS z £ > iv Liraglutide & 5% & % ¥ A % i< ROS fiw?e p & f# et
A5 (B 8~9) 0 ik F A * Western blotting L% #ws “phpt 2 > B9 %8
T BB Pyt & SOD1~SOD2 ¥-v 43L& &> » Liraglutide #73% & % ¥ A w4k
SOD1 -~ SOD2 # #.& -



Overlay Texas Red Texas Red-Mask

Control

OAPA 150 pM + Glucose 55 mM

OAPA 150 pM + Glucose 55 mM
+ Liraglutide 0.1 pM

OAPA 150 ul + Glucose 55 mM
+ Liraglutide 0.1 pM
+Insulin 0.1 pM

Texas red mask :

Red fluorescence intensity

Bd NABRIPIAd FkaiwiE

d FABRIIIEd Fkaiwiz

(3]
L

Intensity per cell
Fold changes of control

0.5 A

0
OAPA 150 ptM + Glucose 55 mM - +

+ +
+ +

Liraglutide 0.1 uM - -
Insulin 0.1 pM - - - +

W 8: # * DHE stain .2 wm% § i R 4
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Overlay FITC FITC-Mask

Control

OAPA 150 pM + Glucose 55 mM

OAPA 150 uM + Glucose 55 mM
+ Liraglutide 0.1 pM

OAPA 150 pl + Glucose 55 mM
+ Liraglutide 0.1 pM
+ Insulin 0.1 pM

: : FITC k:
Green fluorescence intensity e

Bd N AW RITIES FkaiwiE

1.6
1.4 2 d RAMPIRES Fkaimre
S 1.2 4
=g
38 11
)
o 0.8 4
28
ZE 06
‘,E (5]
T2 04
f,
0.2 4
0
OAPA 150 uM + Glucose 55 mM - + + +
Liraglutide 0.1 uM - - + +
Insulin 0.1 pM - - - +
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17hr
OAPA 150 uM + Glucose 55 mM - + + + - + —+ +
Liraglutide 0.1 uM - - + + - - + +
Insulin 0.1 pM - - - + - - - +
SOD1 |~ SOD2 [T ——
B-Actin —  — G—  C— B-Actin — — — ——

W 10 ~ 3 # 3 *5 ~ Liraglutide 225 § % #¢ SOD1 ~ SOD2 2_ § 58

4. B ¥R g¥r$ AMPK Bips i
HaEE 2 %k'fﬂﬁfrr‘g HEB FoiTig & mﬁm”e:}F :1; At
% I AMPK ¥ 24 37 SIRTL 2@ B 5541s i 4ph 30 cnd I E o FPt VP 5
FHABMESR LT EER S AMPK BipL 1 end i 2 AA Sme g if - 2
& * Western blotting g% AMPK swipt i 425 » o B 11

IR wi AMPK s 1 o

VTR R gL
4 -] pFis p-Thrl72-AMPK & AMPK &t & p7 &= ' » fe Liraglutide &% § 2

o A% R AMPK B i

i
e

16hr
Q@}\ésy Q§:‘_>\§\ Q§:5<§\ OAPA 100 pM + Glucose 55mM - + + +
“ AN N . .
N & s R & Liraglutide 0.1 pM - - + +
Co&‘ I Iy I
X X

« Insulin 0.1 pM

p-Thr172-AMPK | w e ww

p-The172 ~AMPEK [ s

AMPK | ww wom &

AMPK | = =

W 11 : B %% 75 ~ Liraglutide £25% § % 3 AMPK gt it 2 58
() %%

t/‘_’r‘_“g

S BHER ¢ & ROS B4 8 < SOD 4 £ & Frd| AMPK
B YTOH S k= o GLP1~ % § 2 ¥ A de pH E F4 SEE T > g2
BUBMEB sl Ascnmiz k= 0 B A AMPK 2SR E Y79 e 5 4 ki w
WBHER AT DY RS GT o

B GLPL % § 430 Y79 e i 2 0 F g > AR FH 47 b D

FHRFEEE- HIEFEH O MNKRETHREF P H"a%mg‘%ﬁ&%mﬁﬁﬁ " R 18 24

LR 3 h #-OAPA K A M K B g T R

2F & L% 7] Liraglutide
ii' “m PE ﬁ;{pg &F. mﬂ grs °
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KFEG ® % Y79 mie LR A Ko R 58 s g g g g A
Ad PR N E DI S o 2 fkdp N Poly-D-lysine § 43 Y79 tme L4 &
[33] > % 7 DR 4phf#= 3 ¢ * Poly-D-lysine coated plates 3z % Y79 w#2[34] > &
W R T E AR TR L wiedafp RESE o BETEMA I ERY R
B} yﬁi;,g;}ﬁi\ Hm e o ,fﬁ 1] IL?%%&F S KGEE 0 E P FE AR R ABARA € 7]
2 EBAASFE  FY 0 doimiz 2 T B Y79 e b A B LR T
g BIEP o2 R kmE A TV E A %“J{#ﬁ\}ﬁﬂ”ﬂﬂ v E AR I’@”s—ﬁr;‘%mﬁ
Mz - [35] o 2 ¥ AR 4p B a2 3 @ * Poly-D-lysine coated culture
plates ¢ P¥ %= Laminin 3 % Y79 w2 £ 4c ~ Sodium butyrate 3% # Y79 4 i+ &
photoreceptor-like cells [36] o #4224 i3 ¥ 124 % Y79 s (L 4 5 2 = 37605
Fal - B DR & g 2 q.’u)?‘; o

BEKkE > AF %I MTT -~ Western blotting 2 fme 82 (5% B %8 "o ¥
Y79 ehiy & o fe & A 7 f% Liraglutide @2 582 B Irieic » 3 - H R %FHH

AR 0 de kY PR P R I SIRTL » Nrf2 ~ 5% Fgi o p 5 13
T4 QPCR 2 jiV e ke S licdy > A K H AT HRAD ~ B g %AW
T2 BRATER AR F F Ay TRAEL JF 0 f# Liraglutide ¥ DR 2 g i
T OYT9 e AR LR o T AR
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