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Effects of a polysaccharide from CCL on inhibiting oxygen free radical threshold of se-

nile mice model

CAl Xi-gua.ngl , XU Ai-xia’, GE Bin®, GAO Xiangz , YANG She-hua’ (! Department of Respiratory Diseases, * Department of Pharma-
ceutics, People’s Hospital of Gansu Province, Lanzhou 730000, China)

Abstract: Objective To study the effect of a polysaccharide from cuscuta chinensis lam (PCCL) on antisenili-
ty and its mechanism. Methods Sixty Kunming mice were randomized into 6 groups. The three PCCL groups were
administrated with PCCL of 100, 200, 400 mg-kg™'+d ™' orally, the positive control group with vitamin E of 200 mg
kg™'+d™', the model group and control group with the same volume of control solution only. At the same time, the
model group, the positive group and the three PCCL groups were subcutaneously injected of 5% D-gal at the dose of
0.5 ml at the nape, and the control with the same volume of saline solution. Seven weeks later, the MDA, SOD ac-
tivity, GSH-PX activity in the liver and kidney of mice and lipofuscin (LF) in mouse brain were detected with the
methods of TBA, Nitrate, DTNB and Sohal, respectively. The data were analyzed with SPSS software and the data
between groups were analyzed with one-factor variance analysis. Results Thymus indey and spleen index dropped,
LF rose in brain, malondialdehyde (MDA) content rose and the activities of superoxid.e dismutase (SOD) and gluta-
thione peroxidase (GSH-PX) dropped in liver and kidney in senile mouse model. PCCL administration of 100, 200,
400 mg-kg™ ' *d™" made thymus index and spleen index rising, LF dropping in brain, MDA content dropping, SOD
and GSH-PX LF rising in liver and kidney of senile mouse model. Conclusion PCCL may postpone senility, which
mechanism probably connected with rising immunity, eliminating oxygen free radicals and antilipoperoxidation.
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e HRSCIR (1, 21 0k L TR R MR T IR T
Wl FIZEAR AR, AR, T, 2 000 x g #.05 10 min,
2 UK e IR AT 30% , AR A 4 A5 R FR Y 95% 2. W
ULVE , DLIEWIKI A TE K Z B2, TN R B Bkt vk, 288k &
%, BT, Sevage 1[5 3 [, DEAE-4F 4 % 45 207, 08 10 I 34k
WRHTRAK AWM AER LT 20, B TZHat i #6, %
22 Zo i ehy R W, A 7 0 5 SR M 2 A, R e )
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SN PR IR, 4R5e S REHLIE T 6 41, 4 10
F B AL BRVSE B R R 2 B2 1.2.3 4L, R T
A2 A2 1 4.2 4.3 A SIE T 4 T A 4 F &5 100,200,
400 mg-kg™'+d™' o BHHENS HRZME B 44 % E 200 mgrkg ' d '
L £H 3T IR 2 8 P 54 A RO (R G - IR )
g5l st AR 2H | PE P R IR 2 s 24 4/ B R S R
TEST 5%D-2FFLHK 0.5 ml, % HRAT B T 3 S 55 Bt i 5 /K, o A
Roi2h 7 RIG G £ 0ds iR &

1.4 BB 484 b it FAL AR R 4 % = 4 MDA #9
m &

FH TBA M3 | BT B 4140 Tris 28 3P (pH 7.4, 0.01
mol/L. Tris-HCI, 0.000 1 mol/L. EDTA-2Na, 0.01 mol/L J ¥,
0.8% NaCl) FCAY 10% HA 53, BUF 8l B 213 0.1 ml, #00) i
GEBRAEE A, A RTRA 4.2 ml, RV EREIRS,
K E T 40 min, 3 500 x g B0 10 min, FIEHCF 532 nm &b
il DA
1.5 AR B8P SOD & A e £

FHTERSRRERIE" | JF B L 40 Tis £ i B AR, 19 2140 5)
3 BUF 513 BB 530 S0 gl 30 it A4 1 i AR, SR £
R 1.8 ml, RAEIRSHIES), 37 CHEEAB IR E 40 min, i
AT 10 min J5,F 550 nm AW D {1,

1.6 S B4840F GSH-PX 7 71 64 il &
F DINB 3£ B 1% FF 513 5 B 579 B 1 mmol/L GSH %%

0.2 ml(Af B A GSH) 37 CoKIBH T 5 min, F4& 0 & 152
AR 37 “CoOKE A I 5 min, 3 500 % g #5010 min,
W EFERmARER, FiREE 15 min, T 412 am 260 D {4
1.7 D RAELLR P LF &M 2

H Sohal 37!, HUINEUK IR 100 mg, AIA 2:1 4847 H Wi i
W2 ml, FE40 513, IR ARG 0, 8 BB HOR ME 3%, IR U &2
5 ml, {0 5E %SGR BE (& FHE I 435 nm, #0% 3K 365 nm) .
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2.1 PCCL #F D-gal 3 &AL A s SO Bk 45 2 F M E
EEE k]

/0N B 22 BT TR D-gal 7 J8 5, T R4 400R0 AU 5 50U i
TR RIS 4 T 22 F 2% 100,200,400 mg- kg ' -d ' fE
67 0 TR /) L R i 5 e I A () 72 B . T ()
B 45T HEAE B E 200 mg- kg ' - d ™ R BT /S U IR 15 4
FRRR AR R e (3% 1) .

F 1 PCCL X D-gal B3 E 4R /| FiL I A5 He 48 0 B A 45 30 B iy 46
LR LFREM(n=10, ¥x5)
Tab 1 Effect of PCCL on thymus index and spleen index and LF in
brain of senile mouse model caused by D-gal (n =10, x + )

Btk , D—KT » Thymus inclex Spleen index Lipofuscin
mg+kg~'ed™!) (mg/g) (mg/g) Fluorescent value
Control 0 2.18+0.17 4.170.21 17.4 £1.1
Mocdel 0 1.87+£0.24%%  3.9420.12% 2.2 £2.3%4
Vitamin E 200 1.930.12 4.00£0.20 1.98+0.19"
Drug | 100 2.29+0.20™ 4.21+0.18" 20.0 +£1.5™
Drug [ 200 2.31£0.26  4.37+0.29%  18.1 +1.4%
Drug 1[I 400 247200167 4.43:0.20"  17.5 = 1.8%
¥ 12238) 9,049 11.991
P 0.000 0.000 0.000

#% 3 P<0.01, vs model; A: P<0.05, AA: P<0.01, s control

2.2 PCCL #f D-gal L AR D RAEAL P LF A
FFVH 2822 MDA #9% 0
D-gal BREEAEL N FUR L ZH P LF BT B 4140+ MDA i
ETEE A 4 T 22 T 2 8% 100,200,400 mg-kg ' -d
FEAS [ FR BE R TG 2H 2 LF R (38 1) T JIF B 41 4 b MDA
HHRE(E2).
2.3 PCCL #F D-gal B3t 2480 U, B 4042+ SOD
A GSH-PX 7 71 64 % vf
D-gal BFEEBA/NFUT . 4140 % SOD & GSH-PX i 11 4
Wl FRE. R 45 T %22 7 24K 100,200 400 mg-kg™'-d ™',
AEAS[RIFR BERSHUAT 42 SOD B GSH-PX 16 ) FRE(FE 2).
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Tab 2 Effect of PCCL on MDA, activities of SOD and GSH-PX in liver and Kidney of senile mouse model caused by D-gal (n =10, ¥ + )

Liver Kidney
Group :
MDA SOD GSH-PX MDA SOD GSH-PX
(pmol/g) (pumol/g) (pmol/g) (umal/g) (pmallg) (pumol/g)
Contral 8.17+0.96 81.5+9.0 8.93+0.79 12.5+1.5 54.1+6.4 5.53+0.53
Model 10.70 £ 1,007 62.2£7.55%4 6.17+0.76° 4.9+ 1,144 40.4£4.1°4 3.98 £0.48°4
Vitamin E 9.89=x1.16 70.2+7.4" 6.95+0.70° 13.6+1.27 44.2+4.4 4.62+0.,57°
Diug | 9.732£0.76" 70.8+7.3 % T.05+1.00° 13.5%1.3° 45.7+5.2° 4.59+0.447
Drug [ 8.77+0.82™" T7.0£7.5™ 8.14+0.64" 13.0+1.2% 51.6+x4.9" 5.13£0.647
Drug Il 8.24:0.96" 80.6+9.3" B.84+0,94" 12,5+ 1.4* 54.6+5.7" 5.42:0.65%
F 11,389 8.500 19.005 4.651 12.664 11.194
P 0.000 0.000 (.000 0.001 0.000 0,000
1 P<0.05, #¢: P<0.01, vs model; AA: P<0.01, vs control
3 e T2 T2 100,200,400 mg-kg '+ d™", FEf M 45
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