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Abstract

¢ AIM: To explore the effect of different concentrations of
salidroside on H, O, induced oxidative stress damage in
human lens epithelium cells (HLEC).

e METHODS: HLEC were cultured and divided into
negative control group: cultured in normal cultivation;
oxidative damage group: treated with 100p mol/LH,0O, for
12h; Salidroside low concentration group: 10umol/L
salidroside treated for 24h and H, O, treated for 12h;
Salidroside  high  concentration group: 100umol/L
salidroside treated for 24h and H, O, treated for 12h. MTT
method was applied to observe the effect of salidroside on
HLEC survival rate. Morphological change of each group
were observed and recorded under inverted microscope.
DCFH - DA fluorescent probe was applied to detect
intracellular ROS changes; content of malondialdehyde
(MDA), superoxide dismutase (SOD) and glutathione
peroxidase ( GSH-Px) in supernatants were detected by
pectrophotometer.

e RESULTS:. Salidroside obviously inhibited H,0, -
induced HLEC vitality decline, inhibited ROS generation in
cells, causing SOD, GSH-Px levels increased and MDA
levels decreased.

¢ CONCLUSION: Salidroside inhibited H,0, induced HLEC
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injury by decreasing the intracellular MDA content levels
and increasing SOD, GSH - Px content levels, which
conclude that salidroside may have a certain role in the
treatment of HLEC damage.
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lens epithelium cell; protect
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BB SRS R R B 20 35 KX 1,0, 5 19 ARk
240 fitd ( human lens epithelium cells, HLEC) =R
AL

F ik HLEC ARG 32, 40y 4 21 0 B4 . DUIE % 35 3R )
B g% s EALAAG 4 . 100 umol /L. 19 H, 0, 7EFH 12h; 215t K
R EE AL 10 umol /L £1 5 K AL B 24h J5 , i AH, 0,1E
F 12h 5 21 5 KA 5 W R 2H - 100 umol /1 21 5 K Fi Ak B
24h J& ,MA H,0,/EH] 12h, B MTT 35 M8 21 5 R AR Xt
HLEC #0353 iz s 8] 8 0 Be T M id sk 4 414
MITE A5 4k s DCFH-DA S CHREH RN 9 ROS &5 1 (1) A8
Ak 5 2566 BE TG I A1 B P R AR AR 0 B K T (superoxide
dismutase, SOD ) . 4F Bt H K iT % 1k ¥ B§ ( glutathione
peroxidase , GSH-Px ) }& N ¥ ( malondialdehyde , MDA ) i
T,

LR LTHRFAREI BN H, 0,15 F 19 HLEC 40035 /1
R FNEI A0 N ROS A2, 512 HLEC PJ SOD , GSH-Px
JKF- T B2 MDA K19 T [

Z5i0 . 20 F R I A B AIR AN A N MDA 7= A 32 v A1 N
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R AT RELE HLEC #5145 3R 7 h A B PE T,
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EMEAR (reactive oxygen species, ROS) NS B &E AL N
AR N R AR B2 410 ( human lens epithelium cells,
HLEC) i T~ 15 B 72 v R # d AR T, 2 5 |k AR A |
B A A SRR S D RE S R M E RN Ak
RS BL T, ROS 78 HLEC P & SR 4R | 3 il 40 i 25 44 K%
ez, 51 HLEC T, H0RW, AN A4S
HLEC MR LT R Wk, FHA 300
P AR T i 245 9 L) 2 41k W 805 S 1 HLEC 44
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#£1 A=XEI HLEC A MDA,SOD & GSH-PX &2 HI g4 xXxs
20531 MDA ( nmol/ml.) SOD(U/mL) GSH-Px (U/mL)
Xif B 56.80+3. 12 72.07+3.98 154.37+4.47
APl 89.06+3. 43" 44.28+4.78° 102.31+4.21°
LR R H R A 84.54+3.77° 55.84%3.45 123.18+3. 56"
A RAT mlEA 61.20+4.33° 66.76+3. 6" 144.74+4.73°
F 35.72 7.90 44.56
P <0.05 <0.05 <0.05

. °P<0. 05 vs XFHEZH ;°P<0. 05 vs B ALBIHA

HAEEMIGIRE L, 2050 KA (salidroside ) F2 7 7 = JiL
FEA LT 5 K (rhodiola) B 3 236 R B 43, WF T R BH 41
SR HAPCE PUR PO ss BUmAaR s 8 4y Kt
PR AR S A A Y L H AT AP 6 T4 SR HLEC
TP E BB 52 091 A 2. BRI % N H, 0, 5 %
HLEC 8257 40 Ak 1 848 45 455 20 | % 30200 S5 K 3 3k 41+
Bax ,Caspase—3 FiL IR RN, ABF5E L) HLEC 4 B
FEX G EEAS [R]v 5 21 52 K % H, 0,35 % 1) HLEC i}
P 0 52 e I R AH DCHL L, E — 2P B UE 41 5 K AT X
HLEC MLR471F F, A B2 F1 P9 B 04 36 7 48 A1 19 52 38

W*E‘O
1 #RF T %
1.1 B8 a5 KH (3£ E Sigma AH], 40 >97% ),

HLEC ( 'R 2= BE T 16 40 )52 ) , DMEM 35 5% 5k | i 25 1
fiti (B3R5 RN HEMEEE (MTT) 3857 & (L0 A
Yl iR F) , DCFH-DA I UG 5 & (b s Rk
BHEA A A |, AW B AL (superoxide dismutase,
SOD) . & Bt H K 1 5 4k ¥ B ( glutathione peroxidase,
GSH-Px) X 7N ¥ ( malondialdehyde , MDA ) & & I 52 i 7
& (R ANy TR .,

1.2 7%

1.2.1 @EEs % HLEC BT 37°C MARB3 %50 50mL/L
CO, JEFRA N B 3%, T 4L AE 5 10% Jif 28 1ML , 100U/ mL
HRE K 100pny/ mL 558 ZE () DMEM 85 583 i AR K 2=k
GRS i 0. 19% I8 F I Ak AZ AR, IS4 X 4L
A IAR AL G S 4 2. (1) X BREZH . DUTE W 15 3R WS 3%
(2) AL 4H . 100wmol /L H,0,7E ] 12h; (3) £L 5 K HF
IR BE 21 : 10pmol/ L 2T 5 R WAL HE 24h J5, TA H, 0,
YEF 12h; (4) 205 R 1T 5 W BE 4 - 100 wmol /1L £1 5 K Tl
AbBE 24h J5 A H,0,/E M 12h, 818 8 85 F Mg
S H MM S,

1.2.3 MTT sZMAMFE S  IEEZEM T 96 fLik+ , &
FL 200 L A AL , PP ol 510" /mL, 35 5% 24h, fF
2 VE I ES G AL 20wl MTT 3 (5¢/L) ,4h
JE SRR IR A DMSO I ¥ 200uL/fL, E iR T k%
20min Ji7 FH 4= H B EEPR G %E (A =570nm ) £ FL 1 O B
(AVE, BHES =AE AL, WG T = (Aypn/A )
x100% .

1.2.4 KA ROS S2MHRM  FIH A GURIOLHE
H, DCFDA £l 48 ff 9 ROS & f& . HLEC ZH M40 T 96
UM, R 29 E A RS, A 10wmol /L DCFH-DA #£4f
Y35 IR N A B R4 N E R 20min, T 1h P40
JASCRGE ROS 5 #, LA I AR Y 70 IS 25 N B YE kA T
1.2.5 SR AT S 4E 40 B 0. 1% 8 F g H
1£,1 200r/min B 10min,q&%éﬂ]ﬂﬂﬁ:ﬁﬁ PBS ZZ ik R %

2 YR, I 30l 2L # 5 K 9% 20min, 10 000r/min
B0 10min, F1a0) & U6 BH B HRAE , 1 FH 40 606 BE T HI e 41
LN SOD .GSH-Px & MDA F{) &,

it T . S SPSS11. 5 Go 4R 4 b 52 56 5 4 33k
17500 HEGERIDABE FRfE 2 (v £s) 3R, 24 L
R one—way ANOVA | T 4 [H] [ %5 3% FH Student’s ¢ 1
5, P<0.05 WESAASIE X,
2R
2.1 RERELEXREX HLEC HEAMEm Ak
W54 HLEC 40848 100 umol /L H, 0, Kb FH 5 | 41 it 3% 1 B
LR (47.64% +2.36% ) , 5% R4 (99. 33% +2.54% )
W2 R BA S48 X (P<0.05) . JAARWEL SR
ARG |, Bl 21 50 R 1 e B T 5 40 s 0 i B =
(69.53% +2.83% F 87. 54% +2.58% ) , 5 %8 Ak 35 13 2H 41
36 ) e 22 S B G2 L (P<0.05)
2.2 AEIRELEREX HLEC A ASHEm 2
AR AR X AL A EE R AT, AR R 2 RARIE,
JHL 75 5, 200 e [e) S B o, IR S 2 AR ROIRS R A, A
AR50 2 A M PR AR B S 4 /0 | S TR 400 () AT AL 22 4 B
VIRAHTE o 25 T AN RV B B 20 5 AT Pl 3L, Bt 41 5%
U T e AN A A B s, LR 1
2.3 4 8XHEHX HLEC gy ROS 22 &Mm XM
DCFH-DA Z&JCHREMRGI AL N ROS & AR (L L , A Ak i
hgH SXTRAZAAA L, DCF 2055 W g . 45 T ARk
B B 4T 5 RAT TIAL B | Bifi 25 21 50 KA B T = 0O 5 ik
JE 2, UL 2
2.4 I = XHE T HLEC 48/ MDA #1 SOD B GSH-Px
SETHHZE SxFRY R, AR AHmE N
MDA £ 0 W TH5 , SOD Mo GSH-Px il i R %, 2 %
WHEA G2 L (P<0.05) . 45 T2 5 K AL, b
FOAFRITRIETHE MDA & afa FRERESR, a5 K1
& BRI S e b E R EFA S E X
(P<0.05) ; [FIBTLL 50 R 1T AR A2 iF SOD J& GSH-Px j=/f
A RtEmeEd S AR —E 2R EES
P25 (P<0.05) , W1,
3 itit

PUARIRBT A F 240 05 1) 3 2205 R T o 8k &
%, IEHABRESR  JHLEC N AL 722 10 A2 il 5 78
B S - ) (R AR SR AR B B0 T, 40 9 ROS ¥ B BE
JIB R, B B A S 7E HLEC it 2 R4, 51
EANM S E N R &R Hk, M HLEC
ROS 4= i 34 5 40 i pi S AL B8 J7 30l HLEC J T- X7
B Bl IA ELA R B A IG R X, H,0, &5 #E ROS
AN B AR R 2 — 24 ROS 4 i #E id HLEC
FIPLE L RE T s, AT S 3 B ) S AR 0 0Tk & HLEC 1)
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PATZ L HLEC X480 P 10 808 403 45 hy B0RK, AR F 9 LA A%
REEFEH HLEC A 5T X4, R H, O, 2 57 4 it 4 Ak i
sy | xx/ﬁél}aiﬁxhﬁlﬂﬂﬁﬂ%?ﬁ)ﬁ?ﬁﬁ EATH W5
gL R, 100 mol /1. H, O, 1 A 12h 41 il 4 ROS & & 1
WIS, B 1,0, 7T LA S HLEC &A= S ki, i,
FHAH HLEC I ROS 33 £ 77 A FVE R 25 ) 52 Bl IR 11
W R A AR Z —,

AEBIRATF  HUARST A H 3L 5 41 SOD . GSH-Px
REA OIS B ROS A A FR 2L, (i [ He 5609 7 A= T Bk b

TP FRE ARG R G R A A ) AR AR
B XPHUAEERIVE RN SO0 A, BRAE AR B vh 253697 2

JHRIT A BRI — D E R I T B E N Ah
FOEM PR LD RR A PUR L RE I BT E R
U AR TF LS R IR A 2L A R
WESE A HE . Shi 55 MBS R | 2055 R AT B A 4L
Mk 0,0, 519 HLEC % %0053 0 A T, A4 AL
N5 T CAT J2 Mn—-SOD i1, FATHIFTE 450 K BLLT
SR TS  HLEC P SOD ,GSH -Px i PE# S A 45
1320 2.3 T , MDA A%E%Vﬁ PRI R AT ] fiE
AR AL SOD \GSH-Px & 1, FEARAH i A MDA & &
RAR R BT A E ,1_'5 Uﬁilﬁ’ﬂﬂ?ﬁt mAR AL
AWFFEAE H,0,$i45 HLEC 40 My FIEsE 740§tk
FERIGC A T, 0 ELIZ 24 W 0 4 e DR 3 4 2
FROCHE , HAE FIAL AT BE 5 9815 0 SR AL W Bl 2 ik A O, 1B
A1 Tk — 2L R A B0 N R AR 7 SR A B S 56
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