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F1 SHXBRFPRBRHEZRKFHILE(x£s)

LoD PTU #(n =4) JILERH(n=5) L-T4 H(n=7) A2 (n =8) XTHEZH(n =38)
T3( nmol /L) 0.41 £0.23** 0.45 +0.24* % 1.29 £0.22% 1.38 +0.21* 1.39 +0.25
T4( nmol /L) 31.27 +21.36** 24.60 £11.17** 72.58 £29.24* 85.33 +31. 64" 90.37 +31.27
TSH( mIU/L) 7.50+1.67** 6.87 £2.08** 1.76 £0.25* 1.59 +0.30* 1.04 £0.15

St IR A ** P <0.01; 55 PTU 41 H#5: *P <0. 05

F2 FBHEKXRMFE S8-OHAG .3 EHEEEL KFERILE( ng/ml, x )

k=t PTU #(n =4) JLZEEH(n =5) L-T4 2(n=7) A FHZH(n =8) X REZH( n =8)
8-OHdG 1.92£0.23** 1.83 £0.28** 0.91 £0.25% 0.83 £0.22% 0.84 £0.27
X A B 1.35+0.20** 1.40 £0.20** 2.36 +£0.23% 2.43 £0.24" 2.50 +0.24

XA ¥ P <0.01; 5 PTU 4 Fb#: P <0.01
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high-density lipoprotein cholesterol are ineffective in inhibiting the

Effect of catechin and levothyoxine on

oxidative stress level in hypothyroidism rat
Shou Panpan, Pan Tianrong, Zhong Xing, et al
( Dept of Endocrinology, The Second Affiliated Hospital of Anhui Medical University, Hefet 230601)

Abstract Objective To observe the effects of levothyoxine, catechin and the two-drug combination therapy on
the levels of 8-OHdG,PON- in the serum and caspase3 in hippocampus tissue of hypothyroidism rat. Methods
Fifty male SD rats were selected, ten of them were selected randomly as the normal group. The rest were performed
to hypothyroidism models by adding propylthiouracil( PTU) in their daily drinking water, then divided them into
four groups randomly: the hypothyroidism group( PTU group) , the catechin group, the levothyoxine group( L-T4
group) , two-drug combination group. The levels of 8-OHdG, PON- in the serum were measured using enzyme-—
linked immunosorbent assay ( ELISA) method. The level of caspase3 in hippocampus tissue was measured by
Western blot. Results (1) Compared with the normal group, the level of 8-OHdG in the serum and the level of
caspase-3 in hippocampus tissue in the PTU group was both markedly higher( P <0. 05) ; compared with the PTU
group, the level of 8-OHdG in the serum and the level of caspase-3 in hippocampus tissue in the L-T4 group and
the two-drug combination use group was both markedly lower( P <0.05) . (2) Compared with the normal group, the
level of PONH in the serum in the PTU group were markedly lower( P <0. 05) ; compared with the PTU group, the
level of PON in the serum in the L-T4 group and the two-drug combination group were markedly higher( P <
0.05) . Conclusion  Hypothyroidism might decrease the ability of oxidative stress and increase the apoptosis.
Levothyoxine and catechin might improve the ability of oxidative stress and decrease apoptosis. Furthermore, the
two-drug combination therapy have an additive effect on improving the ability of oxidative stress and decreasing ap—
optosis.
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