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[ ABSTRACT] Aim Based on the signaling pathway of autophagosome formation to discuss the protective effect and
mechanism of Tanshinone I A on endothelial cell oxidative stress injury. Methods Culturing EA.hy926 cells in
vitro, then randomly dividing these cells into normal group, model group, tanshinone II A group, tanshinone II A and mod-
el group, 3-MA group, model and 3-MA group, tanshinone Il A, model and 3-MA group. Using colorimetric method to
test the cells’ MDA content and SOD activity of oxidative stress injury. Western blot detecting the expressions of cells’

autophagosome formation signaling pathway related protein. Results Compared with normal group, the MDA content
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is increased (P<0.01), the SOD activity is decreased ( P<0.01) , and the content of LC3- I /LC3-1I protein is increased
(P<0.01) in model group. There is no obvious change of LC3- I /LC3-1I protein content (P>0.05) in 3-MA group com-
pared with normal group. Compared with model group, the MDA content is decreased (P<0.01), the SOD activity is in-
creased (P<0.01) and the content of LC3- I /LC3-1I protein is increased ( P<0.01) in tanshinone Il A and model group.

The MDA content is increased (P<0.01) , the SOD activity is decreased (P<0.01), and the content of LC3- I /LC3-1I
protein is decreased (P<0.01) in model and 3-MA group compared with model group. ~Compared with tanshinone II A
and model group, the MDA content is increased ( P<0.01) , the SOD activity is decreased ( P<0.01), and the content of
LC3- I /LC3-1I protein is decreased (P<0.01) in tanshinone II A, model and 3-MA group.

group, the expression of Atg3, Atgdh, Atg7 are increased significantly in model group (P<0.05 or P<0.01).

Compared with normal
Compared
with model group, the expression of Atg3, Atg7 , Atg5-Atgl2 are increased significantly in tanshinone II A and model
group (P<0.05 or P<0.01).

Atgl2 are decreased significantly in tanshinone Il A, model and 3-MA group (P<0.05 or P<0.01).

Compared with tanshinone II A and model group, the expression of Atg3, Atg7 , Atg5-
Conclusion

Tanshinone Il A may regulate the proteins of signaling pathway of autophagosome formation as well as the Atgl2-Atg5 path-
way and LC3-PE pathway of EA.hy926 cell to play its protective biological activities for EA.hy926 cells against oxidative

stress damage, then prevent and treat the development of As.

245

Bh ik ik AL i Ak (atherosclerosis , As) 42 22 #.0 ik
A8 P 1 s BTl | 8 2 BRACEE Al 5 i PR 24 B 2
SRR, PESE LA VR PE2 0 A S0P
By AT B IR R R R B | G i P
W IWLEIRE Hsh Kok FEE AL B0 LS Pk Bl i s
UL G2 AR o AR TR/ i IR 52
RIS LA X K 4 M B AP /R AL
EEEE bR BT T AR A
FHRFERIBIF ST 08 2% ], BT 5T A I il 1 i 3k J3
FI A As BREHR DA 240 B X6 e 46 £ 1oz 50R 4 9 45 450
P EE [ IR 2 As B E R — A
PUER RN AR R B W B 3 23 5% e B B
M RA R IR, BT DL LA S — DS
i) 10 A 275 AT DA IE e 9879 8 W i 45O 1A i 4 4
AR A O R PR AP A T W7 PRIt A SCHDLLE i S F
FELARMHEAL |, DL B W /MATE UE 558 i DA
J R AR A UG 2% B AR 2R 1 (oxidized low density
lipoprotein , ox-LDL) 175 5 IfiL 4 PN Bz 40 Al 4846 7 33
PIRERL, I A SRR 2 1A X 15 P4 e 4
LA PR T AL, LAk — 2D 48R P20 1A it
As 11 25 BRAE FHAILI, 5w Hm R N T B2 1t 52 4%
WA

1 #MEEFZE

L1 A F 5
ALWIAER(FEESR AL EEHAR
B2) ,ox-LDL(J" M ZE IR £ R BOA R A& ), 3-F &
fif. "Z %4 ( 3-Methyladenine , 3-MA ) ( Selleckchem Com-
pany) ,DMEM/ & 55 7= 25 6 4 3% 0.25% fF & &

B LER H B & LB 4 F % (Thermo Scientific) , i
& 7§ Z B (malondialchehyche , MDA ) | #2 &, 1t 4y 5 1k,
E# (superoxide dismutase,SOD) ( B 7 2 & £ 4 B
HRAE), & A RRBER ., — 0B R ECL ¥
AR (BZREDBEAHRAF), &8l 2R
Fla(BEEHHEARARAF), RITA Atgd £ 7
& 408 ( Abcam Company) | % %L A Atgdb % 7 & 41U
& ( Abcam Company ) , % 90 A Atg7 % 7 [ 41 1K
(Santa Cruz Biotechnology) , % 31 A Atg5-Atgl2 % 7%
& 407K ( Novus Biologicals) |, % %t A LC3- 1 /LC3-11
% 50 & UMK (Cell Signaling Technology) . % #L A B-
Actin % 7, [% 30 f& ( Santa Cruz Biotechnology ) , = #
F % HRP-IgG (Santa Cruz Biotechnology) , HER-
ACell 1501 % jf ¥ 7= 45 ( Thermo Scientific ) | TriStar2
LB 942 # % 1 #¢ B A% $ ( Berthold Company ) , SHZ-
88 AL KA 18 I8 ¥k % #& ( FL AR JU/R U2 #] 3E A IR A
&) \Mini-Protean tetra % £ & # # Jk 2% & ( Bio-Rad
Company) ,Trans-Blot SD Al 2 F # # f {3 ( Bio-Rad
Company) F3 # & & 20 7 3t 5 7 W % it iR AR 2
T % % (Syngene Company)
1.2 ZHRaiESR

AJFEE R K 28 B EAL hy926 T B R E R I
g B EA. hy926 40 A T4 10% i 4
*}%/}i 1% Wit DMEM/ & 8 3 3% 7, 78 37°C 5%

O, %P THATHF, FHE 2 RER 1 K, & 2~3
RIAT1 RER , EREFRXENHAEKBEA,
1.3 #HpEsrAR T

BFH EA. hy926 40 j 0 0 B 4 A A St
SE AN FASETA+HA 4 3-MA 4 HE+3-
MA 24 F 58 T A+ A +3-MA 4, I # 4 A



246

ISSN 1007-3949 Chin J Arterioscler, Vol 25,No 3,2017

DMEM % 28R HEER S GH, A 4T
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Figure 1. Comparison of MDA content and SOD activity in
each group(n=6)
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Figure 2. The expressions of autophagosome related proteins of every group’s cell(n=3)
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Figure 3. The mechanism diagram of autophagosome formation related proteins signaling pathway
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