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Supplementary Figure 1. miR-30c-1 inhibitor induces the senescence of hCECs. (A-B) Senescence-associated B-galactosidase
positive cells were less shown in treatment with miR-30c-1 inhibitors. (C-D) Intracellular oxidative stress levels were increased in treatment
with miR-30c-1 inhibitors. (E-F) Cell viability and BrdU cell proliferation rate were decreased in treatment with miR-30c-1 inhibitors.

“statistically significant.

www.aging-us.com

AGING



A B Oh 24h
DNACONTENT PROFILE 100, DNACONTENT PROFILE
1 GOG1EES GOG1670
$23 | $09
* AR Gamss P GamzTe
— X 5
T 15 d 8 S
2 = 1
1 1
2 is 0123456780910 012345678910
£ T DNACONTENT INDEX DNACONTENT INDEX
=
°
. a8h 72h
3 DNACONTENTFROFLE DNACONTENT PROFILE
GOGIT14 1
% = $15
B 0.0 .g, Gam2s 5
oh 24h 48h 72h 3 H
012345678 910
012345678910
DNACONTENT INDEX DNACONTENT INDEX
D ———y E
*
— *
4 9 a0
@ 2
£ g
2 z ¥
; :
-5 2 120
3 T 2
o @ 10
- o
o
= b
R0
24h 48h 72h oh 24h 48h 72h

£ 150
8
2 ™~ 1 gl
gwo_ — ks "
T Y
= N
& b 44
< 504 3
< 8
[ 2+
‘s T
B = 0-
0h30min2h 24h 48h 72h 0h30min2h 24h 48h 72h

30 min

Supplementary Figure 2. Effect of TGF-B1 on cell cycle arrest and senescence. (A) Cell proliferation was measured using BrdU
proliferation assay. (B) Cell cycle analysis using by DNA content measurement. (C-E) The percentages of cells in GO/G1-phase (C), in S-phase
(D) and G2/M-phase (E) were analyzed. (F) Representative images of senescence-f3-galactosidase (SA-B-gal) staining. (G) The percentage of
SA-B-gal positive cells was quantified. (H) Representative images of cell shape. (I) Cell size increased over time after TGF-B1 treatment.
*statistically significant.
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Supplementary Figure 3. Effect of TGF-B1 on mitochondria after TGF-Pp1 treatment. (A) Representative images of oxidative stress
levels. (B) The percentage of cells with high intracellular oxidative stress level increased over time. (C) Activation of ERK increased over time.
(D) Representative images of mitochondrial membrane potential. (E) The percentage of depolarized cells increased over time. *statistically
significant.
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