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Fig.1. Tibialis anterior (TA) muscle weight and % from 6mo in the msucle weight at 24mo

(Experiment 1).

Data are shown for 6-month-old (6mo), 12-month-old (12mo), and 24-month-old (24mo) rats
(n = 6-7 per group), and are expressed as mean = standard diviation.

*P <0.05.

AT1R protein

2.0
O  Male
1.5 o ¢ Female
. *
o)
< 1.0 ?p Interaction: ns
2 4 Age: p=0.0135
o Sex: p=0.0015
0.5 * 3 P
Male  Female
00 | T oBEogE
6mo 12mo 24mo E8F ESF

K2. 7yoF7 vy MRS EREBUR (1)
Fig.2. Angiotensin II type I receptor (AT1R)expression
(Experiment 1).
Data are shown for 6-month-old (6mo), 12-month-old (12mo),
and 24-month-old (24mo) rats (n = 6-7 per group), and are ex-
pressed as mean * standard diviation.
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Fig.3. Tibialis anterior (TA) muscle weight (Experiment 2).
Data are shown for saline-injected control (CON), and AT1R-
shRNA-injected (AAV) legs (n = 7), and are expressed as mean
+ standard diviation. ns; not significant.



(114)

E. {laR> JFIVinE (KE&R2)
4EBP1 (CON J#11.00+0.22 vs AAV J#10.97 +0.20,
P =0.5544), ERK (CON J#1.00 +0.15 vs AAV
0.87+0.11, P=0.0692) XU p38 MAPK (CON
1.00+£0.39 vs AAV BI1.11 £0.31, P=0.3355) ®
) URRALERIZIZ. CON I E AAV I E O TH

AEZRO LN o7z (H5),

AT1R protein

2.0+ * 40+
°
1.5 . 30
=) >
) 1.0 ) 20
< <2
0.5-] H 10
0.0 0-

CON AAV

Z 3

RIF7ETIE. B HEICBT S ATIR FHEOM:
7 LR R X0 BRIl S B i R & oo B
EPLMITAHIEAHME L £ T b
DK KB BT EROE & ZOMEIC
ODOWTHE L7z 2 A, MiET v bB X O
T N OREEHERIZ242 HEICB W THERIC
6 Azt 2 I EE S v b

(Y-S NN
GFP §383%
ko ATIR [ o -
1
m GFP -
CON AAV

Ka. 7957y v 0 1MZHEEB L ORMEEY V87

JEHE (928 2)

Fig.4. Angiotensin II type I receptor (AT1R)and green fluorescent

protein (GFP) expression levels (Experiment 2) .
Data are shown for saline-injected control (CON), and AT1R-shRNA-
injected (AAV)legs(n = 7), and are expressed as mean = standard diviation.

*P <0.05, *** P <0.001.
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Fig.5. Phosphorylation of the Intracellular signaling (Experiment 2).
Data are shown for saline-injected control (CON), and AT1R-shRNA-
injected (AAV)legs (n = 7), and are expressed as mean * standard divia-
tion. ns; not significant, 4EBP1; 4E-binding protein 1, ERK; extracellular

signal-regulated kinase.
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