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Protective Effect of Rhodiola Rosea Polysaccharide on UVA-induced Oxidative Damage in Rats
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Abstract: [ Objective ]| To explore the protective effect of rhodiola rosea polysaccharide on the ultraviolet A (UVA)
radiated rats. [ Methods ] The UVA radiated rats were interfered with rhodiola rosea polysaccharides and detected for superoxide
dismutase (SOD), glutathione (GSH), malondialdehyde (MDA) and hydroxyl radical in serum and liver homogenate to observe the
role of thodiola rosea polysaccharide in protection. [ Results | The serum SOD, GSH and inhibition ability of hydroxyl radical in
981.71 J/em® UVA group were significantly lower than that in control group (P<0.05), but MDA in that test group was higher than
that in control group (P <0.05). In the high dose rhodiola rosea polysaccharide group, serum GSH and inhibition ability of hydroxyl
radical were significantly higher than that in UVA radiation group (P <0.05), and MDA was significantly slower than that in UVA
radiation group (P <0.05); while in the low dose rhodiola rosea polysaccharide group, MDA was obviously lower (P <0.05)
and inhibition ability of hydroxyl radical was significantly higher (P <0.05) than that in UVA radiation group. In the liver
homogenate, SOD activity and hydroxyl radical inhibition ability in UVA radiation group were significantly lower than that
in control group (P <0.05), and that in high dose rhodiola rosea polysaccharide group were significantly higher than that in UVA
radiation group (P <0.05), but MDA was obviously lower (P<0.05). [ Conclusion ] Rhodiola rosea polysaccharide has definite
ability to repair UVA radiation damage, but its mechanism need to be further studied.
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Table 1 Serum SOD, MDA, GSH, and the inhibition ability of hydroxyl radical

2415 SOD MDA GSH il A B ALae
Group (' mmol/mL ) ('mmol/mL ) ( umol/L) Inhibition ability of hydroxyl radica( U/mL )
TE% %t BEZH ( Control ) 173.40 £7.85 6.85 = 0.68 19.52 + 1.60 998.17 + 47.64
UVA #5141 ( UVA radiation ) 164.35 + 3.99" 8.44+0.77° 15.76 + 3.45" 660.44 + 127.24"
MGG 41 ( Low-dose ) 164.73 + 8.50° 6.91+0.78" 16.77 +2.97 780.05 + 145.13"
R4 ( High-dose ) 171.01 £ 6.99° 6.39 +0.73" 19.15 £2.71" 841.31 + 112.67"

[ ]2 5 IF % % ¥ 41t %% ( Compared with normal control group ), P<0.05; P: 5 UVA %8 4 41 t %% ( Compared with UVA radiation group ), P<0.05;
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Table 2 SOD, MDA, GSH, and the inhibition ability of hydroxyl radical in liver homogenate

GSH
('mg/g prot )

i A
Inhibition ability of hydroxyl radical ( U/mg prot )

25 SOD MDA

Group ( U/mg prot ) ( U/mg prot )
IEH X HELL( Control ) 95.72 +2.08 1.87+0.18
UVA #5441 (UVA radiation ) 88.41 = 4.55" 2.14 +0.46
IFI 41 ( Low-dose ) 93.13£5.57" 2.03 £0.34
A2 ( High-dose ) 93.71 +4.33" 1.82+0.16°

4.59+0.74 174.35 £ 48.59
435+1.35 116.71 = 4.58"
4.18+0.72 129.30 + 16.39°
4.19+1.28 172.50 + 31.10"

[E ]2 EE#xEAL®R( Compared with normal control group ), P<0.05; h: 5 UVA %8 5 41 b %% ( Compared with UVA radiation group ), P<0.05;

° BRFIE A R ( Compared with low-dose group ), P<0.05,
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