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Abstract: In order to probe into the enhancement of the quality of oxidant-antioxidant homeostasis (OAH) by high
intensity exercising, the authors divided 30 SD rats randomly into a training intervention group and a calm control
group. The rats in the training intervention group ran on a treadmill for 8 weeks under such conditions as 10% slope,
28m/min, 60min/time, 1 time/day, 5 days/week, while no exercising intervention measure was taken for the rats in
the calm control group. Gastrocnemius muscle and blood serum were sampled at 72h after the last round of training.
The test indexes were malondialdehyde (MDA), total superoxide dismutase (TSOD), catalase (CAT) and reduced
glutathione (RGSH) in skeletal muscle and blood serum. The authors revealed the following findings: the content of
RGSH and the activity of TSOD in skeletal muscle and blood serum increased significantly; MDA decreased sig-
nificantly in blood serum, but increased significantly in skeletal muscle; the activity of CAT increased significantly
in blood serum, but remained unchanged in skeletal muscle. The experiment indicated that high intensity training
can realize the enhancement of OAH of SD rats.
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JEE A RIZ) ROS K-F-HIST AL R TE AR AT 35 42
i, AH 72 h RS B R K AR TAEDRSY
R FE I BN OAH 52

1 HRMNEEHE
1.1 MRM¥E554

5 AW TCHE IR IR A (specific pathogen free, SPF)
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SEESRCHR AR ] SPSS16.0 St 4R b AT AL ], T
AR VIE + AR (x = 930K, RITBREERTr
ZEO T AT A AR (9 25 57 BB ARG, MK
P<0.05,

2 HBRESH

1R 2 B TR AR, k& 1]
M, SEERA L, s T AL TSOD i
P . RGSH i i F A FHm (3 £<0.05), 25 HA5%
THEE S 1B 8l T B LT AL CAT TE MRS A T
L (A5 I EME, MDA R SRk A B T i
TRt iR, Z2RBEABEME (/40.05),

1 DhERBRSTEAXRBSENENTRETFRETL(x =)

205 mR H(MDA)/(nmol-mg™) TSOD #&H#/(Umg')  CAT &H/(Umg') wRGSH)/(mgg")
Gt B4R 15 4.47+1.28 7873.55+437.96 854.23+76.09 7.87+3.93
B3 F IR 13 4.96+0.14" 8025.62+£26.09" 817.36+92.17 8.44+4.01"
)5 ¥t i, P<0.05
R 2 AT, S A b, 3Tl e, 2R EA BETE. MDA B B /R 5 5)
i TSOD M e, 25 HEA &N RGSH Fifisr T TLEx IRA, 25 B4 B8 (P<0.05),

BUD T 5 (P<0.05) 5 18 BT T 0 2 Bt B ZH CAT



140 KEET 19 %
F2 NhERERSTREAAXRMLEENIERFRETH(x+5)
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B 5 EE FSH I H N AR (sport-specific
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B H Il 2 (extraordinary training, ET), $T#% SpSH1,
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4k #5 SESH , # 37 SpSH2 W 7% 7 & 4
SNS) 1y N fa &
(SNS—specific homeostasis , SNSH)}JFJ&Q%/F%%%@I
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P SAUBHLEI AT AER RS E PEOR, AR RGO
"™, SpSH. AT LA ZH 27" RIS REAZ R L IR i 45
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