TR R R (B2 2 ) 2011, 36(10) 1003-1007 DOI:
7347.2011.10.012 ISSN: 1672-7347 CN: 43-1427/R

10.3969/j.issn.1672-

AMIHF | FHIHZ | EFR0 | SR

e

R R AE A 0] K B A B 46 35 P 10 53 WA AL o) A% G 5 i S A8 A0 1 O 2R
wmamEt, et ket WPt B

1. MR B P L, Kb 410008;
2. WAHEZ R B2 AR, Kb 410011

R

[FTEIAT]  [DCH]

H 12 g2 20 A [ AR 6 i A s M BRI AR L. 53 18 HUEPES DK LB L 3 Sy 18] BTG A 4
(intermittent hypoxia group, IH#). #F4:L4 4 (continuous hypoxia group, CHZH) & iF- % f 20 (normal
control group, NC41), 745 17 h/dif) WS 7 h/dRe SR T 1A H U SR, L5006 42 d. SEIRHT. SEIR3JA.
6 A AR M3ZH K R B BN kWi s (arteria caudilis systolic pressure, ACSP). 6 /&AL i 25 1B F R 2%
(norepinephrine,NE). P ¥ (malondialdehyde, MDA). ikl [ t 5L fE ) M 3¢ M2 kY (neuropeptide
Y.NPY) IRk . &5 5 - SIS 3R, IHALK FRACSP & TS 5607, = A 4e 1T B X (P<0.05) . 6JERIHZ1 KR
ACSP,NE,MDA,NPY I J& 15 W] i - CHAL KORt BEZH, imi 2 1 el Rk fie 0 W1 B P (PP <0.01) . CHAL L S8 i 1%
IR ELA, LA LA dr 22 R B G2 X (P >0.05). NE,NPY,MDA 5ACSP & IEHZ%(r=0.873,P<

0.01;r=0.671,P<<0.01;r=0.582,P<0.05),##l}% A £ R 1 SACSP £ FAH & (r=-0.790, P<0.01). MDALNE

FINPY & IEAHX(r=0.843, 0.777, P<<0.01). FW#il¥E H HAERE ) SNEKNPY 2 FiAH G (r=-0.864, -0.717, P<
0.01). 4516 MWHKAUnT LA R K BRI T iy, 3K ] 85 AT IR 8 75 A 48 o A S A I oA A o
KB A MR AOBMETENE AL

Mechanisms of sympathetic activity in rats exposed to different patterns of
hypoxia and the correlation with blood pressure
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Abstract:

Objective To observe the effects of two different hypoxia patterns on blood pressure and the
underlying mechanisms.Methods Eighteen male SD rats were randomly divided into three groups: the
intermittent hypoxia group (IH group), the continuous hypoxia group (CH group) and the normal control
group (NC group). The rats of the IH and CH group were subjected to intermittent hypoxia (7 h/d) and
continuous hypoxia (7 h/d) for 42 days respectively. The NC group rats were untreated. The levels of
arteria caudilis systolic pressure (ACSP) were measured with noninvasive rats arteria caudilis gauge
before the experiment, at the end of 3rd, 6th week of the experiment. The concentrations of
norepinephrine (NE) in serum and neuropeptide Y (NPY) in plasma were respectively measured by
enzyme-linked-immunosorbent assay (ELISA) and radioimmunoassay. The contents of malondialdehyde
(MDA) and the ability of inhibiting hydroxyl free radical in serum were analyzed by thiobarbituric acid

colorimetric analysis (TBAR) at the end of 6th week. Results At the end of 3rd week, the levels of ACSP

were considerably higher than those before the treatment (P<<0.05). The concentrations of ACSP, NE,
MDA, NPY in the IH group were significantly higher than those in the other two groups at the end of 6th
week (all P<<0.01). The ability of inhibiting hydroxyl free radical were decreased by the intermittent
hypoxia treatment (all P<<0.01). However, there was no significant difference in ACSP, NE, MDA, NPY
between CH and NC group (all P>0.05). The levels of NE, NPY and MDA were positively related with
ACSP (r=0.873,P<<0.01; r=0.671, P<<0.01; r=0.582, P<<0.05). The correlation between the ability of
inhibiting hydroxyl free radical and ACSP was negative (r=-0.790, P<<0.01). the concentrations of MDA
were positively related with NE and NPY respectively (r=0.843, 0.777, P<<0.01) and the ability of
inhibiting hydroxyl free radical was negatively related with NE and NPY respectively (r=-0.864,-0.717, P
<{0.01). Conclusion Intermittent hypoxia can induce high blood pressure, which may be related to the
sympathetic over-activity and the oxidative stress.
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