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b v B 5 S0 I A5 VN B 4 4405 16 3 g

W IRER B R BR

E BH 5T PINK I/Parkin {5530 BRI PF BN &
WS S 00 078 PR B A A0 A VA, D F R LA i 7 AL
Hilo FiE B AIFEIK A N B AT RS R LAY
JoxtHRA A KA SR AL R+ AR KT
20 T+ PEECRAL R 3 ), T 48 h 4t R R S e A
DN ARFE R 32 | Transwell S5 506 K 0 40 il 12 28 28 ; Sz o ik
MEHTM T [ Bel-2, Beclin-1 {2 P8 128 H Bax Ay E LK
- ; Western blot A % IR € 18 ( PINK 1) | TH 4 #%W 8 A
(Parkin) M EE AR 3T (LC 3-T) IE A FE LXK
o HER O OIRIIE L | Transwell SZEGEE R W | 7E1E W
BT I A B 5 F B IO v B G 0 A ) 200 5 % SR N
RFEFR(P<0.05) ; I PEIELE R Won, £ IEH IR T R
AL R | FEECER Y AT LA AN Y Bel-2  Beclin-1 2R H
FIEKF(P <0.05) ; Western blot 255 R, 1R IE W i T
Kb 3 | P B T R 98 Bax IE HFEIBKFE (P <
0.05) , FFEdnfa b i PINK 1, Parkin #1 LC 3- 1 5 938347k
(P <0.05) , HPFEHUSCRI I A8 T 28 F il g f A K
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i A W 7 A 1] 16 4 1 0 R T BE A2 5 I LR A4 DA
T AE LR I RE 9 25 Sh A7, WIFSE D R, 46
LR 3 WK P BEAR, B 5 H e LAY 52 BAE J 2
DUs MERLA 1Y SR N 2 — . BERRERRG 55K 185 A
[@] 549 ( phosphatase and tensin homolog , PTEN ) i -
R A€ ¥ ( PTEN induced putative kinase , PINK) 1/1{
2 AR HE I (Parkin ) 3 P o 45 3 AT R B 0EE
FRAZ LRI & H AT A AR B iRt 412
FIRPPAS A WA PR HOR S R Y
B2 DAy AN LRSIy B HGH , B
I LA RS A% 8 A L R A 1 2 D, T F
G2 R PRECHORAT (R SR PR R BB A Y
RO AT A RO T PR 2 2V G SR AR AL 1
KA, BT LL PINK 1/ Parkin i A 5 1 kL
A 1 W DA L o), AR5 B RO v 7 5 ) 10 A A
£ ML 3 ) 2, I R HOR AR B S Pink 1/ Par-
kin {5 530 P8 SR LR B 4ERE 1 T 40 f 2ok
WRIE R Z54 5 D0RE (e ik DUs QI A5
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1.1 ##

1.1.1 E¥ampe NGk s v s 40 (185
DFSC-EC-01) W F [ o 75 5 S 2 B A R A
A,

1.1.2 Sz PHEBCN SN BE 25 R4 5 =
B = e B PN Al 351 (S 245461 Z 03 100 240) . J5
YR E S CHIE UUE E AR BN
FIBHZ IR 2020 45 M E 25 ) BRI SE AT 2R W
FRELBITR A 42 30 B MM IEHLA BN 5 78 /1R 2, B
REh 2k AR L gt 120 H i b5, FH 60 Co-y 4
TR AT, FHIC K JE AT, A AR ERKREF
e (LT iR A K I , B 25 ES S 20020123,
W AR AR R R 2000 A FR BEAE A 7D, A% 10
g/E'Zo
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1.1.3 & XA FHNE WA (KRS H  BWREMBRA B Transwell b2 AR IR

42021168 ) 1 B WAL EHE 250 A BRAA &) 5 1L = 1l v 3
A (5245 . SL 038) I F JL 5T Solarbio 23 Wl 5 i 2R i
1H (57°5-:12483020) 14 H 3 [ Gibco-BRL 23 H; Al-
exa Fluor 488 FRiCIIEPL R 1eG (85 . ZF-0511) FBf
MREFARIC L FE BT 126G (5245 ZB-2301 ) (L E
(5 DAPI) (85 . ZL1-9557 ) Wy [ db 5t i A2 4 W A=
W AR A BRZS 75 Anti-PINK 1 Hi & ( 4% 5. DF
7742) , Anti-LC 3-11 (455 . AF 4650) , W 4 35 [F Af-
finity /N ) ; Anti-Parkin Pk (175 .66674-1 -Ig) . An-
ti-Bel2 Hi 44 ( 5% 5 ; 68103-1-Ig ) | anti-Beclinl i {4
745 . 11306-1-Ap) . Anti-Bax FifA (575 :60267-1-
Ig) .B-actin( 5% 5 ;81115-1-RR) I [ I = /& 2
A];BCA & HE s & (575 :33267 ) W [ 2k I
REYHEHAA FR 2\ ] 5 Transwell /N2 ( T,
3422) W H 36 [ T F 5 45 5 2R (1755 C196471 )
W 1 BT T AR AR e A A R /] 530 B A g
BL(ES . GMP30B) W [ M i1 A 48 2 5 A BR
N MUEE (45 BX53) BB A O T i (R
5. IX51) B A H A OlymPus 23 7 ; B AR I [
[E EPPendorf /A 5] ; Jo& 41 L 28 ( #15-. Z1L1-9305 ) Iy
B A2 S A P BOR A R R ek 4 A
FFRAR (A5 HF90) W I it ) B R 22 A3 AT FR A
i
1.2 FHik
1.2.1 @Bl B bk i 4 oy B2 4
JIAE 37 C 5% CO, A3 F=Aah i 74555, 5 2 ~
3 d AR RS 3 RANIRIT LS HEFFE
FBOGT L4877 12 240 B A RSO o o S 3 4 A < W R
H AR A ST S+ KT
4 R+ PR, AL 3 I, R4 10%
25 F G , FEXT IR AL LAt b, AR K T4 A4 KA
T, PR B A 10% FF L R4 A 30
mmol/L F &0, m M + A K HEF4A 30 mmol/L
WA K AT, mobE + PR R A 30 mmol/
L AR 10% P,
1.2.2  ZmfaX)JE S iateml m inds 5 & 6 4140
M43 & T 6 FLAL H, 55 3% 24 h, £F 40 Al A 2
90% Ji , RS WM T 1T 40 i 15 7 4R R 22 18 Rl IR
PBS VUL 3 Uk, TE A 3G S48 h Ak 2 3 5% TR B
6B T3 3T 0,48 h W IC st RIRIE R, it
FAMRFE RS AL FEAE = (0 h RIJRFERS 48 h
WRIEE]) /0 h RPYRFEES x100% .,
1.2.3 Transwell S£34m 4m f42 & HL 6 ZH400MY

FATPARSERTFE 48 h,4% Z B EEE E 30 min,0. 1%
45U 10 min, PBS ¥EYE 3 Uk, 81 B A0EE T Bl
PLIEEL S AT 0 RAZ 22 EL . AR =
1RZEN AL A B EL x 100% .,

1.2.4 RGBT IH T8 1 Bel-2 , Bec-
lin-1 fRPH T2 Bax MR ISR AL HL6 4140
MIFEATIC -, PBS W= &k B S, A 3% BSA
i B —¥HT Anti-Bel-2 (1 : 100) | anti-Beclinl (1 :
100) \Anti-Bax(1 : 100) ,4 C &N F 7%, PBS
RS U, IR BRI BT (Alexa Fluor® 488
FRiCI EH R 1gG, 1 2 100) ,37 CIR&WEE 1 h,
PBS 50 3 K, DAPI 4L 5 min, 25 5 F/KEVE, &
R AEBOG A TSI AR,

1.2.5 Western blot F K4 PINK 1. Parkin LC 3-
I &&&EHL B AT X EA K 4,
PBS TV 2 W, A 4 B 2R 0, 250 I B T W
BCA VAN E S R EE, & B PR | B R LUk B
JIE, I A—¥HT Anti-PINK 1(1 : 1 000) , Anti-Parkin (1
:1000) . Anti-LC 3-11 (1 : 1 000) . B-actin (1 :
1000) ,4 CWFAE R, K HEZIR, I —3t (B EAR
O AP 1eG,1 £ 5000) ,37 CHFFH 1 h, TBS ¥
B3 WK, ECL BE =ML B R . LA B-actin HINS, R
JH Image] UG 53 A AT #E4T K BEAE 73 B, K BE{H
= HI 44 /B-actin,

1.3 S4B R SPSS 26. 0 X EHE 4T
Brab B FF & ER S IR R R v 25 R, 2
ZH A ) LU B DRV 2R T 22 0 i, 2L 1D PR R L R
I LSD-t K256, P <0. 05 NS AA GRS,

2 R

2.1 6AMAFEBE RERNBR FESTK
B ,6 HAMIN AR REFEFHAGIHHE XL
(F=31.077.108.281;P <0. 001), MM 45 H
R, GXTRRA AR A L, PE 2 A A
R RBRFREM (1 =7.708 4.396 25. 118 9. 320;
¥IP<0. 05); 54w + R FAAME,
i bE + PR B M R R R BN (¢ =
9.120.3.828 .11.678 .8.374; ¥ P <0. 05), W
1B 1, DB PRI R 8 B AIK = 75 = 4 A Y
i) IRE s 22 N

2.2 6 AMEHTATERB Bel-2,Beclin-1, 2 AT
EABax HEARZEBR FHESPER,6 441
J /9 Bel-2  Beclin-1 \Bax & 1R 22 R HA G112
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R1 6 AGMIEERBE RERME (v2s5,n=3) HE 4 Bel2 Fl Beclin-l B9 & F1KEF+H & (¢ =
4l R (%) RAEE(%) -6.161, - 6.095, —5.804, —3.885; P <0.05),
X I 55.75 £6.61 40.70 +1.00 - : )
R 37.37£2.62° 27.00 £1.37* BaiE@§E7k3FFf%jE§(t _E)' 823.5.473;P <0.05 ):
FH I 25.08+1.95°%  16.80+1.31°% SIS A = + A KA,
S 57.48 +3.51 43.97 £2.97 W+ JF B AN Bel-2 1 Beclin-1 1785 14 7K SEATS
FIbE + LERIA T 44.61 +4.44 35.20 £1.30° 2o _ 3 B .
wE -+ PHE 32.54 +3.18™ 24.93 +1.687 Jhi (1= -6.722, -3.330, =7.195, -3.921; P <
Fs 31.077 108. 281 0.05), Bax BEE FAAFAIREAL (¢ =8.125.7.899; P
P <0.001 <0.001 <0.05), W2 &2, UMFFE AT EIE Bel-2

53 A L. P<0.05; 5AEKKMFAHARK.“P<0.05; 5 H1 Beclin-1 2 7K F, T Bax 195 1K,
AR LR P <0.05; Sl + AR KE TP <0.05

Bcl-2 Beclin-1 Bax
A
a
a b c
b
d e f
B c
a b c d
d e f ¢
E1 6 AMMIEEMXIRIESFEZEENNEER
A ARSI A I 6 ZH 0L % BEBE T x 40; B Transwell
SEHAGI 6 AN AN KR ZERE T, A SRR A x 2005 a; X HRA £
b:ﬁiﬁ%?ﬂ; (;:Efﬁﬂléﬂ; d:%‘ﬂﬁéﬁ; e:%*ﬁ*—ﬁiﬁ?gﬂ; f:AIEJ‘
B + PR

N E 2 6 H4A Bel-2 Beclin-1 Bax BEARIEHIRETELE %200
BHY(F =17.564 .19.956 40.108, ] P <0. 05), as IR bo T o HIBIALs d: EREAL: e: B0 + 2

PPN RS R B, 50 IR A KN4 A e, FF KIATH; £ + P

K2 HERERIRIBKEN 6 HLA Bel-2 Beclin-1 Bax EAMFRIEKFE (v +5,n=3)

e Bel-2 Beclin-1 Bax

it 19.22 +£3.23 17.32 +2.23 29.51 +2.64
KT 22.08 +2.38 22.14 £2.41 19.52 +2.47
PR 31.54 +1.25*¢ 32.52 £3.95*¢ 10.22 +1.60 "¢
=L 10.27 +0.74 12.15+1.09 30.06 £3.44
R+ AR 15.79 £3.16° 20.80 +1.00° 21.19 +1.07
TR+ PR 25.32+£3.827* 31.06 £4.427* 12.08 +1.69%
FAl 17.564 19.956 40.108

P1A <0.001 <0.001 <0.001

5t AL * P <0.05; 54K K FALE 4P <0.05; 5 LA P <0. 05 SHEM + 4 K HF4 L. #P <0. 05
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%3 Western blot #&ill 6 ZH4AE PINK 1,Parkin LC 3-TI ZEAMRIEKTE (v +5,n=3)

Paxl PINK 1 Parkin LC3-T

X IR 0.10 £0.02 0.19 £0.03 0.10 £0.01
KT 0.23+0.02" 0.24 +0.02 " 0.19 £0.02*
PR 0.48 +0.04 ¢ 0.66 +0.06*¢ 0.31 £0.03*&
=i 0.08 +0.01 0.10 +0.01 0.07 +0.01
o+ AR R T 0.18 +0.02" 0.20 +0.03" 0.14 £0.02
TR+ PR 0.26 +0.01°* 0.53 +0.06™* 0.27 £0.03*
FAE 128.504 101.518 66.948
P1H <0.001 <0.001 <0.001

XA, * P <0.05; 54K FFA 4P <0.05; 5 R4 i . P <0.05; Sk + A K FA IR *P <0.05

2.3 Western blot il 6 28481 PINK 1. Parkin,
LC3-IEARIEER FEMN A, 6 41411
PINK 1 Parkin \LC 3- I & HFK L EFHA G4 E
SL(F =128.504,101. 518 .66.948 , 3 P <0. 001),
PR LU 2 SR o, S0 IR AR A, 7
HEHLAL 0 PINK 1, Parkin \LC 3- [l 45 (12835 0] 08 5
(t = - 14.717, - 9.682, - 12.135, — 11.502,
—11.501 . -5.765;3) P <0.05) ; SEnbie b +
AR FULA L, S + PHECERAL AN PINK 1, Par-
kin LC 3-T FE H R X (¢ = - 22,045, -
6.197 . —12.244  —7.521 . -10.954  —6.245; % P
<0. 05), W33 K3, BBFFEHT B BT
WAL 3 4 L Y PINK 1, Parkin ,LC 3- 11 & 1 %357K

Pink1 45
Parkin 52
LC3-1I 16
B-actin 42

B3 Western blot #:illl 6 ZH4f Al PINK 1,Parkin,
LC3-NI EBMFIEKTE
a XTIRAL; b B RE T o PR d: RBEAL; e B bE + 2
KT £l + PR

3 it

DUs -5 J& Fil 158 468 9 %2 DDA O BF 9SS e B,
DUs FAMERT L5 A 2 20 4 A Il A £ A BE T B LA
L2 M A AN RS B0 SR B 0D B DA G, 12
A I Jey R AL A S RE IS AE — 2 AR b B M R
Tt W 5 B, IS0 g MR AP P B 2 D g

P it A R PR I A 458 40 R0 0t 5 0 A TR S B0
DUs 1 1 A P e g B B D97 DRI, o T A 4
) B P T st o o A5 PR B2 0 3 A A S5 4 2 T
FAYY DUs MYCHE, BFoE" & BU, w2 Jn 2 41
AR ORI, BE N A RS fE )RR R 28 0E L
B BRRTR S T %) 200 M B X BELLE e 0 e
FREE,

SRR [ T A 7 4 L P PR B RS i A TR A
FH 2 40 B 9 — P A O AL S50 I P R 40
JHENAER Rz N = 0 G e 2 1 o e 7 8 7
HE AT BERREREES PTEN 155 PINK1/ Par-
kin {553 P2 PR SORLIR F I 1Y B 2238 42, Parkin
Je—Fh B3 12 ZIE N, fE RIS AR G
e fEHE QSR NELORL AR, PINK 1 HA 28R/
I R AR IS M A Sy Gk A JRE i A AR b %32
2 TEAEFIRAS R, PINK 1 S ALRA LT 9z 2
B R GEFEA# , I 15 Parkin AH TAE 0 61 2 )
LRI 52, R FF [ W IE K Xi et al '
W & B, A Rl i bl PINK 1/Parkin 55
T PR T SRR [ W, A R R A A I
B 20 5 1 R PR /s BRUML S BE PINK 1 1 Parkin 25
PRI SRR W O 2R S 3 M | Dl 2 1 4
Nz A5, Bl L PINK 1 A DLs#E 3 PINK 1/
Parkin {5 5 30 [ OR47 M55 9 B2 40 L, PINK 1 584
SRR IV A < W 35 ik e SRR W R R IR AR
Z, Parkin 1E RHLRRAR A W5 5 00 “ B 5R T - TR
Wiz Z4k, 5 Beclin-1 FIHUAE A 56 36 H B 8% 3-11
(LC 3-T) S5 G 5T B F W /IMA | B i 3z R 2 i A
a1 R I o e - K 11 S R VA N s TR N
(Bel-2 FEHE ) BT, 2400 98 71 2 FE B Bax
SEARRIIRE AW, PUR T8 1 Bel-2 A7 R
Rtk IR T-EAE A RIER ",

CRLIE A L S X A v T B BRI T
— PG R AL AL B S S A NUE
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T —k, BF5E F0FHE B E 0E JERE IR K Ry TR e [ 1], 255405, 202348 (7) ¢ 1731
B I8 9 B0 T 00 O AR A I A VS . AR - ‘8'%5 . S A A
. s , 7] % P, B, S IR S R AT A T 1
P O ) L P9 iz B — ’ ’ ’

k*ﬂ/‘ﬁiﬁ“ﬁ%ﬁ?%ﬁ@?ﬁﬁ" A—IER fﬁ R L 7 0 £ BRI 1. 1 s
G5, Fid Beclin-1 \LC 3-11 \Bel2 B HFRIE, (8] % &, KEY, BIbIr, 4. AG3340 % # 4/ S AL L
T Bax [R5, $Em 4ok ik A WA, AR5k % AT R MR T, EERRE R 2022 22
PR 53 A R I LA R Ui R, ROk (8):1252 -6.

I{/qum‘LjiEﬁ?EﬁEw{E/ﬂaﬁ%O [9] Xiang J, Zhang C, Di T, et al. Salvianolic acid B alleviates dia-

betic endothelial and mitochondrial dysfunction by down-regulating
%Q% Xk apoptosis and mitophagy of endothelial cells[ J]. Bioengineered,
2022,13(2) ;3486 —502.
(11 BCERF 48,5, & i/ MRS A Sl iR 5 15 [10] 3K Jil. BT PINK1/Parkin {553 BB I8 000K K 5687 8 5

RIS [)]. ZRBER R4, 2019,54(11) ;1831 -4, LRI W D R BRARBUIE RE R VR IBLRI L D] B - AR

[2] Hoogwerf B J. Type of diabetes mellitus: does it matter to the cli- HrE 25K 2 2020.
nician? [J]. Cleve Clin J Med, 2020,87(2) :100 -8. [11] XiJ, Rong Y, Zhao Z, et al. Scutellarin ameliorates high glucose-

[3] Chen S, ZhuY, Xu Q, et al. Photocatalytic glucose depletion and induced vascular endothelial cells injury by activating PINK1/Par-
hydrogen generation for diabetic wound healing[ J]. Nat Commun, kin-mediated mitophagy [ J ]. J Ethnopharmacol, 2021, 271
2022,13(1) :5684. 113855.

(4] T, EHFE,BIEC LR AL B JF AT 5 i 20 A (127 M, RE L BRE 4, %, Bel-2 KR MY A IIHE K 4
Wi ZE/ B A0 K A WER e [T]). RRIER R %4, FaSER[T]. I 2 A 02724l 2019,41(8) 11477 - 89.
2022,57(5) :673 - 8. [13] B/NF WA, B 75,5, BT Akt/mTOR {5538 BRI FH

[5] WSERW, skEI, B 88,55 SPHEEOHI R K 57 6 i B R R B R B T A b P E AL L T ). B v
BARZIALEI[ 1], SUNBERIR#244,2019,44(7) :798 - B A2 ,2020,29(24) 12644 - 8.

803.

(6] X ¥ el a4, 45, L0 A AR DR Bt v B/

Effect of Danhuansan on high glucose-induced vascular endothelial

cells injury by activating PINK 1/Parkin signaling pathway
Fan Yi', Zhang Chunling®, Zhao Wei’, Chen Lu’, Di Tietao®,
Zhou Shiyong’ , Wei Lianggang®, Zhang Yan', Dong Yuanyuan'

(' College of Nursing , Guizhou University of Traditional Chinese Medicine, Guiyang 550002 ;
*Dept of Nutrition,’ Dept of Endocrinology ,* Dept of Trauma Orthopedics,’ Dept of General Surgery
The Second Affiliated Hospital of Guizhou University of Traditional Chinese Medicine, Guiyang 550003 ;
Dept of Rheumatology, Chongqing Hospital of Traditional Chinese Medicine, Chongging 400021)

Abstract Objective To investigate the effect of Danhuangsan on high glucose-induced vascular endothelial cell
injury based on PINK 1/Parkin signaling pathway, and to explore its specific mechanism. Methods Human um-
bilical vein endothelial cells were cultured in vitro and randomly divided into control group, growth factor group,
Danhuangsan group, high glucose group, high glucose + growth factor group, high glucose + Danhuangsan
group, with 3 cases in each group, treated for 48 hours. Cell scratch test was used to detect cell migration rate,
and Transwell test was used to detect cell invasion rate. Immunofluorescence was used to detect the expression of
anti-apoptotic protein Bel-2, Beclin-1 and pro-apoptotic protein Bax. Western blot was used to detect the protein
expression levels of PINK 1, Parkin and L.C 3-11. Results Cell scratch test and Transwell test showed that under
normal environment and high glucose treatment, Danhuangsan could reduce the cell migration and invasion rate ( P
<0.05) . Immunofluorescence assay showed that under normal environment and high glucose treatment, Danhuang-
san up-regulated the expression levels of Bel-2 and Beclin-1 protein in cells (P < 0.05). Western blot results

showed that under normal environment and high glucose treatment, Danhuangsan increased the protein expression
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W F ek i Prdx6 5

) %% B B ML 3k https : //link. enki. net/urlid/34. 1065. R.20231129. 1028. 018

AR SRR M Bk AET

/S P =0 T R 7 S = R b vl 72 R R S

WE BN BTRENZE(Cu) ML S/ 6 (Prdx6)
Eui'wﬂfnﬁﬂj C28/12 N IEHHCH A R B AE T h i 4
ATRENLH, ik FLE LA HE Ye Mg L R
(OA) KEMEET R B 22 ol Ar ﬁﬁ’fﬁﬂﬂﬁﬂ] Western blot 2=
SR Prdx6 \GPX4 ZEFI7E OA BB AL hIERE, HAR
[EI B Cur A0 H C28/12 1 40 &% ﬂf@ﬂ%jm(MTT) b oAl
YRS 7, FURR M AR (LDH) KA i it . R an iR AG:
T AU g BTG PR S (ROS) B F=AE | B BEH IR (GSH)
KoM 327 A K6 4B 20 M0 GSH 5 # . Western blot 3246
PCFAMEH Prdx6 FIERFET AHCER M FRIL, o F X8
ARERFE Cur 73 F 5 Prdx6 A ZBEAHEIEH, &R 0A
RIRPERRT OA KA OA 3 I BLECE 45 Bl éﬂiﬂ’@éﬁt
SRS AE , H5IE R A, OA fBE ey
Prdx6 .GPX4 I Rk AR, #F— 2058 Wos 20 Mmol/L
Cur 7] IFIHIRIE T S5 ( Erastin) 558 C28/12 #45
LR RAE T, 45 v A0 HEL I 7, IR 4 B 2 1, 310 i AR BT ROS
BoP= A B A0 Y GSH % &, F 3 N Prdx6, SLCTA1L
FTH, GPX4 ik, K ACSLA A F K, LAk, Cur 23
T5 Prdx6 &[4 FXHE S B TR IR o A
fEF, #5i8 R W FE R 18 Prdx6 & (A R 530 Hl
Erastin #5519 C28/12 4B 41 R PHET,
KR PITERITR BEE K
63 X%

240 5 o AL

2023 —09 - 23 Uk
FHEWH  THAE ARB#IE 4 (45 . 2208085MH215 ) ; WA &
SRS I &I (435 :202204295107020035 )
PR AL BRI R 222 BE , & L 230032
TR ERER AR R E B2 I
A 230601
SRR T RZEAE — IR B B 25 9 I R S i o v o T
B 232001

AP S NS I 6 ] S e o
E I I S S S R N e S R [

chaolu@ aust. edu. cn

R WFR L,

TAEESH , E-mail ;

FESES R 966
XHRARERS A XEHS 1000 - 1492(2023) 12 —2106 - 07
doi: 10. 19405/j. enki. issn1000 — 1492.2023. 12.018

BT R (osteoarthritis , OA ) J&—FP LB i1
R R LGSR , HARFAE 2 5G9 4R 4 i b S
F%( extracellular matrix, ECM) [ fi# &3 40E 1B 1k
FBFRIE R BRAE T — Pk B M 1
U\Ea}ﬁ(ﬁﬁﬂ(reactive oxygen species, ROS) R,
SRR AR g SRR 0 R AR P PR M SE T
Ji ﬁ%ﬁﬂﬂiﬂjﬁﬁﬁz’rﬂa b A Y 24 W KT i gk
NI BE % A 555 008 1 4 &, TR Ik By
‘:L'lﬁ‘ﬁﬁ?f AR . 28R (curcumin, Cur) BATHA
(AR in:179)4 'ﬁﬂlfm TR YRR BTRTEVE,
B2 Z T 0A MaY7 i, Cur MIBLALAE
FI5 2R 55 Bk A 0 DRI GE ™ Cur 76T
L E AW 6 ( peroxiredoxinG , Prdx6 ) 5% ik 7 # il Y
5T IR O SR A 0 T o R A Y (H AR 4R
B A0 R A8 T b i AR T B HL AR E R S T R
Prdx6 VE Ay ih 1k ) 3 J5 i 8 6 1 — 51, J& R AR BT
SRR 95 R N L T A S R T
I, AR5 B FEAR 1 Cur 4% Prdx6 & R 7EH
il 4B N R AE T B b i A ] B mT BB RO BILA, Ny
OA HIBI IR BEHEHT A HE £ 5 5

1 #B5EFEE

1.1 ##
1.1.1 @B LB C28/12 ANIEH KB4
A, B ATCC 2~ EI 4L SD KER 20 W1 Bk, A5

160 ~ 180 g, Bt 6 ~ 8 J&, th U ma AL SL 58 5h 4
% RS AR A A% IES . SCXK (4520190003,
TREE (22 £3)°C, I 40% ~70% 444 F 12 h )

levels of PINK 1, Parkin and LC 3-1I in cells and down-regulated the expression levels of Bax protein (P <0.05) ,

and the effects of Danhuang powder were significantly better than those of blank serum and growth factor (P <

0.05).

Conclusion Danhuangsan can alleviate high glucose-induced endothelial cell injury by activating PINK 1/

Parkin pathway, and the mechanism may be related to promoting mitophagy and enhancing the repair of damage.
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