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Inhibitory Effect of Paeonol on Vascular Smooth Muscle Cell Senescence by Reducing
SIRT6/PARPI1-mediated DNA Damage
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[ Abstract] Objective; To investigate whether the effects of paconol (Pae) on angiotensin Il (Ang Il )-induced
senescence in vascular smooth muscle cells (VSMCs) were related to angiotensinogen of silencing regulatory
information factor 6 (SIRT6)/adenosine diphosphate ribose polymerase 1 (PARP1) signaling pathway in
VSMCs. Method: The model of VSMC-stress aging induced by Ang II (100 nmol-L") was established. The

rats were divided into normal group, model group, low, medium, and high-concentration Pae groups (30, 60,
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120 pmol-L"). The positive rate of cell senescence was detected by SA-B-Gal staining, the ability of cell
proliferation was detected by the cell counting kit-8 (CCK-8) method, the expression of SIRT6, PARP1, pl6,
p21, p53, proliferating cell nuclear antigen (PCNA), deoxyribonucleic acid (DNA )-damaged protein y-H2AX
was detected by Western blot, and VSMC proliferation was detected by EdU staining. The silenced VSMCs were
prepared by siRNA-SIRT6 transfection, and the protein expressions of SIRT6, PARP1, pl6, and y-H2AX in
VSMCs silenced by SIRT6 were observed. Result: The results of SA-B-Gal staining showed that the senescence
positive rate of SA-B-Gal staining in the model group was higher than that in the normal group (P<0.01), and
the positive rate of SA-B-Gal staining in the Pae group was significantly lower than that in the model group (P<
0.05, P<0.01). The results of Western blot showed that as compared with the normal group, the expression of
PCNA, SIRT6, and PARPI in the model group was down-regulated, and the expression of aging-related
proteins p16, p21, p53, and y-H2AX was up-regulated in the model group (P<0.05, P<0.01). Compared with
the model group, Pae promoted the protein expression of PCNA, SIRT6, and PARP! and inhibited the protein
expression of pl16, p21, p53, and y-H2AX in a dose-dependent manner (P<0.05, P<0.01). The results of EAU
staining showed that the number of EdU positive cells in the model group was lower than that in the normal
group (P<0.01), and the number of EdU positive cells in Pae groups was significantly higher than that in the
model group (P<0.05, P<0.01). After SIRT6 silencing, the effects of Pae on promoting SIRT6 and PARP1 and
inhibiting P16 were reversed (P<0.05, P<0.01). In addition, the addition of SIRT6 inhibitor (IN-1) promoted
the occurrence of cell senescence induced by Ang Il (P<0.05, P<0.01). Conclusion; Pae can effectively inhibit
the aging of VSMCs, and its mechanism may be related to the regulation of SIRT6/PARP1 signal pathway.
[Keywords] paeonol; silencing regulatory information factor 6 (SIRT6) ; adenosine diphosphate ribose

polymerase 1 (PARP1); vascular smooth muscle cells (VSMCs) ; senescence
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1.3 {Y%% Spectra Max M5 %I £ )y BE B A5 1 (26 [H
MD A Fl ) ; XSZ-D B {5 B AH 2% B B ( H A
Olympus /A ) ) ; MiniTransBlotCell #Y 2 [ £ % E[ i1
#: (Western blot) Hi, Jk 25 & ( f% [# Biometra Eco-Mini
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120,240 wmol-L" J} jz Wy J5 ik & ¥ 5% 4 Pl 15 5%
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A ML AR N TP RNA B L S5, 40 i 53O0 1E
WL AR A B R +siSIRT6 ZH (siSIRT6 4H ) A Y
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VLB LI | WA 1D =1 U8 S o S N i 2 A
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B ) BT ZH +IN-1 2 (IN-1 20 ) BB 2 +IN-1+F B2
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Je EEFL L 5 TAE W 1 mL T 37 °CA & CO, i i
B . WG BT R A A B AU SR 8~
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ML 12 000 remin” B0 15 min (5 0 2 42
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o, FE P TBST I vk 3 W, it A — 4t (1:
10 000) I F &= WM E . Hib2 & kit 1T s
W&, R H Image J BG40 A1 85 K BE{A .

2.7 AN IGE R (CETSA) A I P} iz By 5 SIRT6 4%
AVEH 4% 18 Western blot 5% 56 J7 32 $2 B SIRT6 1Y
SV LRI LW AR AR 2 A B L T, 45
T 5 i) — 2L AR (DMSO) FL P Bz B, 2 I 0k
B 1h, FM53.56.59.62.65.68.71 °Ci 6 FE oy
AR KN 3 min, S A1, #% HE Western blot 52
B 5 B A Lk BRI B — BT (1:500) & AT
(1:10 000) % & . WS MR . R H] Image J KI5 73 Bt
WK

2.8 254 5% RN SR A AR A2 P (DARTS) A5 il 11
iy 5 SIRT6 45 5 1EH 4% I Western blot 52 46 J7 7k
PEHUSIRT6 () S A o L0 W SRR B 24 4
5L, S 4% B0, 1: 800, 1: 600,
1:400,1:200 He 7] A S5 (1 g- L"), EHE WG H
30 min. % M8 Western blot 52 56 77 = 6 Il SIRT6 &
P 2 A ok Ui 1B B A BE VR . AR A E S A
Tl A0 0 A, 43 I 4% BRI B i +DMSO | BE i +
Ky (0.30,60.,120 wmol-L") 42l . Western blot ¥
] SIRT6 # 35 .

2.9 /PNTHERNAFYLSE  VSMCs 4 il 2 i 4
T fLAR T, B 20 M il B 3R B 60% 2 AT, 4 B L
WA B H SRR E Y B SRR E YN
i ff SR A 6 fLAR Y, #E 6~8 h, i YL 48 h 2
J , $2 WA B 7R 1 0T JH DAPIL, Fam 2% % 4k} 43 5] b
1040 ML #% L siRNA J5 T 2¢ 06 i B T W %€, K il
SIRNA Y280 5 T Ui 1 fie AR 7 Y 4548

2,10 Giith# a8t R FH SPSS 23.0 i it 4 M f F
YEATBOHE 23 b K RS Ab B, 9 L S 6 9 45 R
X FTN TR IE A o A HL 7 25 550 Y 22 41 18] B
22 5 WBCR B K R 5 22 43 B, L b 9 4 [R) 22 5 1E
BRI SEREAR K 3, P<0.05 O 22 5 HA Si it

.86.

3 #R

3.1 VSMCsE A2 E U R 4 48 Y
A s B ok B BUF AR /N B VSMCs, 7R I BE S 55 7 d s,
Bi N LG D 2H SN H R O S A0 M A o A0 R K
ARASBEAF , AT S8 B0 41 i 52 408 40 A1, LB RS BR
ZH R e, A0 M 4k 22 K 3~7 d e, WK R B AN i 4
FH Oy 34 L2, B LAY VSMCs R 1F o R e
2 16 b 27 G £ 3 A T AR 20 B TP o -SMA 1 R A 1
&L, B F AT UL £ S 40 M BT b R A 0 R .
WL,

(x100)

T ALTFARRE 35 12 d 1 VSMCs; B. % 2 40 I 1k 3 e 40,35 % 0
VSMCs %
1 MREFHKVSMCs EREFR ERANLERE (FH B M
B, x100,%x200)
Fig. 1 Primary culture and immunohistochemical identification

of mouse aortic VSMCs (inverted microscope, x100,%200)

3.2 PR R B X Ang I 45 £5 VSMCs i 71 19 52 T
55 0E 8 41 e, A5 R 41 40 i T P S AR, P
Ty 45 Wk B 2 EL A B I ) 20 DR A 4 L b AR A
IF[E] 24 h 250N PR R By MR 2 30.60.120 wmol- L
B, X VSMCs B 77 1% 2 5x K (P<0.05,P<0.01) . I
G LT P R W v] A4 VSMCs, 38 4% Ang 1T
755 1 20 I 458 405, SE 58 3% FH 60 wmol- L' 4E FH 24 hfE
R R By e AU BRI ], WL 1
3.3 FREZ AT SE SR Ang 11 5 5 19 VSMCs &
33.1 S B P VSMCs ¥ # W
SA-B-Gal Jb {0,315 %5 1 20 i o 2 72 8 4k, WA
2 O L B 2 6 20 R RS FLU , SA-B-Gal 52 5
g5 R R I F 4R UL R € BHPE 40, B A 4] K
Y0, 40 B BN (P<0.01) ; SRORA i, P
B T 45 1R E 41 SA-B-Gal Yt (2 [H M 41 it %5 i o 3 F%
fis , H 2 87 & K # ¥ (P<0.05, P<0.01) . W
Kl2.%2,
3.3.2  PHEZER X VSMCs 5 2 A1 5C 8 11 3K 1 52 )
5IEH 41 e AL YL AE Ang TT FIBECF pl16.p21 .
p53.y-H2AX # [ 3R A W] i 7+ & (P<0.05,P<0.01) ;
SRRV B P B T A5 v B AL T LA B pl6
p21.p53.y-H2AX & [k, H 52 IR B AR P (P<
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F®1 BEEBX Angl #13 T VSMCs IR0 (x+s,n=6)
Table 1 Effect of paeconol on VSMCs proliferation induced by Ang Il (x+s,n=6)
20 51 e /umol - L 12h 24 h 48 h
EH A 101.655+4.047 100.167+2.671 99.100+7.825
H5 TR 20 58.961+2.980% 65.078+3.315% 63.186+3.783%
PF Rz Wy 4l 15 64.599+4.932 71.835+2.711 72.430+2.518
30 71.684+2.641 83.865+2.214% 78.702+2.640"
60 76.265+1.852 87.365+1.947Y 80.673+2.543"
120 82.341+2.480" 91.064+1.651" 81.423+4.588"
240 82.641+1.982% 86.379+2.179% 71.958+2.841

o HIEH 4 # VP<0.05,2 P<0.01; 58140 L 2 P<0.05,YP<0.01(F 2-% 7 A 8 . F 9 7))

A B C D E
T A EH A B AR C T2 B 30 wmol- L' 41 D. PHEZ Y 60 wmol- L7 40 ; E. PR J2 B3 120 wmol- L 40 (& 3 181 4 & 11 )
B2 FEmE VSMCsFEEZMHM (£ & 25, x100)

Fig. 2 Effect of paeonol on senescence of VSMCs (inverted microscope, x100)

2 FFEEX VSMCs B-FFBEHEBEBNZM (x+s,n=3)
Table 2 Effect of paeonol pretreatment on aging B-galactosidase plé
staining of VSMCs (x£s,n=3)

- .- -
7-H2AX | J‘“:“ ““ 15 kDa

20 51 e J¥ /wmol - L SA-B-Gal FH M e (0% /%
T A 2.667+1.275 T
_— » 21 ” ”” ﬂ 21 kDa
AL 65.294+2.260 — R
Py R w4l 30 52.000+2.944 = e
p53 - 53 kDa
60 34.333+2.490" L
120 26.667+1.700"

PCNA

- -

p-actin "” “ ” ” 42 kDa
A E

B C D

0.05,P<0.01) . b W)} e 1y W] DA 300 e 3o 5 22 2 1
KB FE . W3 K 3,

3.3.3  JHE YT VSMCs AR 5 IE W 4l 1
BRI Z PCNA B 112238 W 2 B AIK, H EdU FH M
i i £ 2 0> (P<0.01) 5 S REBU A L8, P B 21
LR UK B2 PCNA Y 6 3%, 9 B 8 4 EdU

x3 FAEEBXY VSMCsHRZEBNFME (3+s5,1=3)
Table 3 Effect of paeonol on relative protein levels of VSMCs aging (x+s,n=3)

3 KA VSMCsH pl6.y-H2AX . p21.p53.PCNA FE B Rk
Fig. 3 Electrophoresis of p16, y-H2AX, p21, p53 and PCNA

protein expression in each group of VSMCs

21 51 e ¥ /umol - L7 pl6/B-actin y-H2AX/B-actin p21/B-actin p53/B-actin PCNA/B-actin

I 40 0.045+0.008 0.494+0.330 0.0460.003 0.488+0.065 0.524+0.027
A2 0.910+0.009% 1.180+0.033% 0.127+0.004% 1.531+0.052% 0.397+0.014"
Ry 4R 30 0.810+0.036> 0.960+0.042>’ 0.103+0.006 1.097+0.022% 0.890+0.013%
60 0.590+0.022" 0.707+0.070> 0.089+0.005 0.977+0.086" 0.98340.034"
120 0.440+0.037" 0.445+0.070" 0.068+0.005" 0.660£0.030% 1.062+0.049"

.87.
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[H 4 40 i %% R 34 (P<0.05, P<0.01) ., W& 3.3 3

EdU

DAPI

Merge

A B
B4 FREREFEBIRE VSMCsEEBRIN (L1580, x100)

Kl4.%4.

Fig.4 Effect of different concentrations of paeonol on proliferation of senescent VSMCs (IF,x100)

R4 FEEBX VSMCsAM EAURERMBE I (fxs,n=3)
Table 4 Effect of paeonol on EdU positive cells of VSMCs cells

(X£s,n=3)
20 51 e BF /wmol - L™ EdU BH 4 41 i %50/%
IEHH 64.892+3.269
A 70 24 42.274+2.719%
FI B¢ B 2H 30 52.719+1.823Y
60 67.011+4.038"
120 78.473+2.717%

3.4 J} Kz By 52 )8 #2 SIRT6/PARP1 5 5 il % 4iE 2%
VSMCs 5 #
3.4.1 SIRT6 /& FF 2 Wy iy /F 30 o5 F — 20 3E &
DARTS J5 R 58 P K W 1A I8 #5522 4 T Y
R R BN, SRR AL LR WS P 25
We 21 F A SIRT6 £ [ 3 1k 72 W 4 i (P<0.01) , 5%
5 UE B FF B2 T AE % 14 5 STRT6 Bt 4 1 1 % 10 e
(P<0.05,P<0.01), H B4 45 & SIRT6 & (M /EH .
UL SR s B 6 ik 6.

iz Al CETSA it — 25 K iF £+ K2 B 55 SIRT6 114 45
HAEH . 25 R W BE % L T, SIRT6 25 1%
ik FE AR, 5 IE % 41 (DMSO kb3 He# , P Rz

. 88 .

2H A7 IR I B 25 5, AR R TR0 I RE AL B R PR R W 4
SIRT6 1y % ik fa & ¥ ¥ & (P<0.05) . W
K 7.8,
SIRT6 — R q 42kD
. & g - e ‘
A B C D E
WA E W 4L B AERE 1:200 41 ; C. 51 1:400 40 ; D. 851 1: 600
21 ;E. 5B 1:800 40
B 5 &4 SIRT6HE IR E RIXBK

Fig. 5 Electrophoresis of SIRT6 chain enzyme concentration

expression in each group

x5 HEBREMNKRE (3xs,n=3)

Table 5 Screening of enzyme concentration (x+s,n=3)

21 5 WEE L SIRT6
EH A 1.000+0.062
it 1:200 0.249+0.032
1:400 0.503+0.070”
1:600 0.623+0.067>
1:800 0.648+0.059”
3.4.2  J} B W X SIRT6 %E 2% VSMCs ¥ & [ 5 i

T B PRI G B, AR S8R T 3 4% sIRNA T 51
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T Pre®®
A B C D E

TE:AVTE 24 BOBERG 2 5 C 85 A 2 + FF X 1% 30 wmol- L' 415
D. % B 41 + J} 5 B 60 pmol-L"' #4 ; E. & B 4 + F+ J B
120 wmol- L' 41
Bl 6 &% SIRT6 4 FEES R AL 1 R iR A ik
Fig. 6 Electrophoresis of paeonol enhancing enzymolysis ability

of SIRT6 anti-chain enzyme

R 6 FHEBEMESE SIRTC FEEEREERERE S (x£5,n=3)
Table 6 Pae enhanced enzymolysis ability of SIRT6 anti-chain

enzyme (x+s,n=3)

215 e ¥ /wmol - L SIRT6
IEHH 0.983+0.024
Bt 20 0.222+0.053
J R 1 41 30 0.297+0.009"

60 0.645+0.038"
120 0.714+0.025%

N ..” - e e o
L LA dadad
4 4 /s ") ,"". 1
A B C D

§
E F G
#:A.53 °C;B.56 °C;C.59 °C;D.62 °C;E.65 °C;F.68 °C;G.71 °C
B 7 &HSIRT6EBMWHREERIZNRK
Fig. 7 Electrophoresis of thermostable expression of SIRT6

protein in each group

1.5 1
P —e— DMSO
ﬁ 1) —#— Paeonol
= 101 1
z RN
a
Hg 0.5 4
&
72
00 T T 1 T T T T
53 56 59 62 65 68 71
HEErC

H8 HMASIRT6EEMABEMRIFSE (v5,1=3)
Fig. 8 Thermostable expression of SIRT6 protein in each group
(X+s5,n=3)

YL VSMCs. 5 IE® 4 L, 7% U4 siRNA-SIRT6 J7
VSMCs H SIRT6 25 11 3 ik 34 i F F# Ik (P<0.01) , 3
MY T . WIEI9 R 7.

5 IE W AL, R ZH vh SIRT6 25 11 % 15 W]
Mk, H p16.p21.p53 . y-H2AX & & 4 /KT 1 %
Jt i (P<0.05,P<0.01) ; 5 siSIRT6 4H 1L 4% , SIRT6 4%
Yy I FE R By A ) T SIRT6 26 3k A R [, ) I 55 3%
HH 6 25 1 28 B i [f R (P<0.05) . LA 10,55 8.

R 7 VSMCsH SIRT6 R BEHIE B RIX (3+s5,n=3)
Table 7 Expression of SIRT6 silencing protein in VSMCs (x+s,

n=3)
25 SIRT6/B-actin
2 1.004+0.071
EH# A 0.889+0.024
siRNA-1 0.271+0.047%
siRNA-2 0.451+0.021%
siRNA-3 0.523+0.015%

B C

A

4 : A.DAPI; B.Fam; C.Merg
B 9 VSMCsH SIRT6 & B i Bk U (25456, x100)
Fig. 9
(IF, x100)

SIRT6 protein was detected by silencing in VSMCs

SIRTs | M SN g— ) D,

>
221 - -- 21 kDa
- - -

practin | S . S S 2 D:

A B c D
WA IE R 41, BB 4] ; C.siSIRT6 41 ; D. FF Kz B +siSIRT6 21

B 10 £ VSMCsH SIRT6 K FEE B R EXBK

Fig. 10

7-H2AX

Electrophoresis of SIRT6 and senescence protein

expression in each group of VSMCs

3.43 P}z X SIRT6 # 1 PARP1 ZE 2% VSMCs &
ZWEm 5IEE 4 i, BRI 4 SIRT6 . PARP1 /K
S B R (P<0.01) ; SHR A AL, PR
Wy 4% e i 20 T Wi )5 , SIRT6 . PARP1 3 1k Fifi 45 24 e /&
g hn i B 2 R (P<0.05, P<0.01) . WLIE 11,59,
g i — 2 56 3iF SIRT6/PARP1 15 5 3l J& 75 P 5z 1 0
% VSMCs 3 & 1y /E I, im A SIRT6 ) it 51 (IN-1)
JG o S5IEH 4 H A, MR 4 b SIRT6 . PARP1 & [ 7K

SEH R R, ple.y-H2AX B I F A 8 I (P<
. 89 .
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£ 8 VSMCsH SIRT6 T Bk /E %t SIRT6/PARP1 {5 S @B HEEXEZE LM (x+s5,1=3)
Table 8 Effect of SIRT6 silencing on SIRT6/PARP1 signal pathway related proteins in VSMCs (x+s,n=3)
. e . . . 4 ,
215 4 SIRT6/B-actin pl6/B-actin y-H2AX/B-actin p21/B-actin p53/B-actin
/pmol+L
1E 4 0.881+0.032 0.224+0.034 0.478+0.048 0.155+0.017 0.351+0.025
LR 4] 0.7160.030" 0.776+0.044” 0.868+0.036% 0.773+0.029” 0.837+0.044%
SiSIRT6 4 0.544+0.024> 0.981+0.032 1.016+0.031 0.997+0.063 1.018+0.065
FF H 1 +siSTRT6 £H 60 0.610+0.037% 0.760+0.039" 0.791+0.013% 0.732+0.046" 0.781+0.024%

5 IE W4 L VP<0.05,2P<0.01; S5 HE R 4] 48> P<0.05;5 15 siSIRT6 41 H 4% P<0.05

\_N ..",‘ ‘*;‘“.f PYRLEDN 1"
SIRT6 | : ﬁ * “ 42kDa
B ol - AL
PP —— i,

-actin
B S e G eswe S 42 kDa

A B C D E
Bl 11 &% VSMCs# SIRT6.PARP1 & 3 % % B ik
Fig. 11  Electrophoresis of SIRT6 and PARP1 proteins in each
group of VSMCs

0.05, P<0.01) ; 5 1% # 20 Ib & , P} B2 M 41 ple6.
y-HA2X & [ 3 35 W] W BE AR (P<0.05, P<0.01) ; 5
IN-1 41 He 4, P} 2 B +IN-1 41 SIRT6 . PARP1 3 ik i
W, pl6 . y-H2AX 8 1 %3k i 3% K (P<0.01).

£ 10 FEEI SIRT6HN %I/ SIRT6.PARPI ZEBREARIENS

*® 9 K3t SIRTe #l #l i

(x+s,n=3)

SIRT6.PARP1 E A REMF M

Table 9 Effect of paeonol on SIRT6 and PARPI1 proteins after
SIRT6 inhibition (x+s,7=3)

W
215 ) TL" SIRTG6/B-actin PARP1/B-actin
pwmol-
EHA 0.763+0.049 0.724+0.029
H IR 2 0.518+0.090% 0.215+0.044%
PR By 4R 30 0.708+0.015> 0.859+0.047"
60 0.912+0.021" 0.971+0.028"
120 1.014+0.011% 1.112+0.016"

7% B SIRT6 % ik 3z 2 0 il 77 BHL 8% J& , 7+ B2 iy xt
SIRT6 Ft /=5 AU AE I o i 2 i % R R iR A
PARP1 kAR, W& 10.F 12,

S0 (x+s,n=3)

Table 10 Effect of paeconol on SIRT6 and PARP1 pathway proteins after SIRT6 inhibition (x+s,n=3)

2157 e /wmol - L SIRT6/B-actin PARP1/B-actin 16/B-actin -H2AX/B-actin
1 P Y

E#A 0.825+0.033 0.816+0.017 0.466+0.036 0.481+0.023

LR 21 0.625+0.061" 0.604+0.027" 1.019+0.015% 0.946+0.023%

R Wy 2 60 1.038+0.032% 1.027+0.029" 0.775+0.033% 0.408+0.037%

IN-141 0.183+0.021 0.283+0.021 0.940£0.029 0.522+0.026

P Bz 1 +IN-1 20 60 0.907+0.034% 0.634+0.029° 0.244+0.048% 0.234+0.021°

S IEH A A VP<0.05,7P<0.01; 5B 2 Ho A Y P<0.05,YP<0.01;5 5

4 iTig
20 M 5 R vh 2 PO T | A T R R e A T R
W T BOR 0] 305G () A A AS AT G I A
R E G R E . AS S — Bl 18 Pk R E T
gt I R 2 R AN S AS 1 HE R 25 A
KL TEASTEH R BT KA E 1 VSMCs, Fo 41 il
WA A s ARG K  [R] I, 19 5 98 /b | SA-B-Gal
TWEHER N, 3 E & A pl6.p21 (%15 K& DNA it 4
Home . {HJE , VSMCs £ 2 5 AS R 4 1
B 1 AS BB, AS B 5% %o e Ak — 2R
Ang T /2 5 % -1l & B ik £ - B W R 4
(RAAS) WY EZENGPE R R R AL i AS 55900 & Jg
. 90 .

IN-1 48 He 4% ¥ P<0.01

() o L R R A UEE 2 B Ang 1T B2 F 4R
1k 38 1t AT, SZ R/ 5 VSMCs 3%, [l i th & 5 i
40 s DNA #4453 s i 2 Pk, A S 56 5k i Ang Tl
M VSMCs, & il 4 jf 5 2 A A . 45 5L E 50, Ang 1l
Al 5 R VSMCs 32, i 8 4 i 3 % AH G 3R
(9 A 1, 3 I DNA 475 2.

PR AT T R B, P R B B S BT AS
YEHT, BE WS 9 il VSMCs 1 J 34 51 i i VSMCs A
Wi >, AT S 00 TIE B P 2 M AT AE 2% 20 R R L d
ﬁ%éﬁiﬂ’@ﬁ(ﬁﬁ FF Kz W v 38 2o 400 i) 22 2450 1k 2R
P13 P /8T 2 1 -1 (MAPK/AP-1) 3 B A — &
T = P iz 0 40 /A% TR 7 B, AH 56 IR 7 2/ ) iz ot 4



5529 #2545 10 1
20234FE5 H

HEXBAFZRS

Chinese Journal of Experimental Traditional Medical Formulae

Vol. 29,No. 10
May,2023

SIRT6

PARP1
pl6 |

y-H2AX

A B C D E
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12 &4 VSMCs H SIRT6.PARP1 R FEEFHRILMEK
Fig. 12 Electrophoresis of SIRT6, PARP1 and senescence protein

in VSMCs of each group

(DLD/Nrf2/ARE) {5 5 38 s , M I 4E 28 5 AP 45 &
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SIRT6 /& —Fl 2 5 4 i 2 & 7 3 4 Fa e
PR A5 Z2 Pl 40 0 2 A 06 B A R 9 S L 7R TR T 40 i
R 2 HE OG0 I 0 Th R R T OB VR Y
SIRT6 HE % 4 7 3% & 40 M 9 R i R e, OF g S C-o
4545 R A4 A IR DNA BRI YT BR 18 5* ; SIRT6 if
A 3 2ot 9 R 5 5 ] T -k B (NF-xB) 410 1 5 5 40 iy
[ 98 0 2, B SIRT6 9/ L5 1E % /N B
B, R T A g AR R b B A e 4
& RE R I AS i JEP . PARP1 {E 4 DNA 6 {4
1) % J& 4% AT L5 DNA 451 4% , SIRT6 3 iof 1% PARP1
U/ DNA #5145, DT 20 5 4 f o 72 . AR AF 5
L B R A0 M ARG RS R 24 1) 2 R R R
SEHY, W] SIRT6 J& £ K2 M 4E 28 VSMCs I & 1) 8 %2
A 5 T A ) B DT R SIRTG6 J , F B2 B 3t 28 VSMCs
R T B 3 00 e 4R OR P B 1 R e 1 O
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