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Study on Therapeutic Mechanism of Naringin on Isolated Tracheal Smooth Muscle of Guinea Pigs

PEI Kun', XIA Fanggao’, CHEN Haifang', LUO Xiaoquan', YI Xuhang', DONG Jing', YANG Wuliang'( 1. Ministry
of Education Key Laboratory of Modern Preparation of Traditional Chinese Medicine, Jiangxi College of Traditional
Chinese Medicine, Nanchang 330004 Jiangxi, China; 2. Jiangxi Zhongshan Pharmaceutical Co., Ltd, Jiujiang
332501 Jiangxi, China)

Abstract: Objective To investigate the effects of naringin on the contraction of isolated tracheal smooth muscle of
guinea pigs induced by resting tension or spasmogens, and to explore its therapeutic mechanism. Methods Isolated
tracheal thermostatic perfusion method was used. The guinea pig tracheal smooth muscle was isolated in the K-H
solution. Under the resting tension or stimulated by acetylcholine(Ach), histamine (His), calcium chloride(CaCl,),
calcium—free Ach-induced intracellular Ca* releasing, or extracellular Ca®* influx at the high concentration of Ca*,
the tension of isolated guinea pig tracheal smooth muscle was observed by BL-420S biological function experiment
systems, and the effect of naringin on the tension was evaluated. Results Naringin at the concentrations of 0.0172~
0.5504 mmol *L™ could induce the contraction of isolated trachea at resting state, and when at the concentrations of

0.5504~1.3780 mmol L™, naringin could induce the relaxation of the isolated trachea in concentration—dependent
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manner. Naringin could result into the non-—parallelled rightward move and the decline of maximal effect of the

cumulative concentration-response curve of Ach, His or Cacl,, and could counteract the contraction induced by

extracellular Ca* influx. Conclusion Naringin could relax tracheal smooth muscle by acting on M-receptor and

histamine receptor and blocking Ca* passage, thus inhibiting extracellular Ca* influx.

Keywords: Naringin; Guinea pigs; Tracheal smooth muscle; Extracellular Ca* influx
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Figure 1 Effects of naringin on the contraction of isolated guinea

pig tracheal smooth muscle under resting tension
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Figure 2 Effects of naringin on the contraction of isolated guinea

pig tracheal smooth muscle induced by Ach
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Figure 3  Effects of naringin on the contraction of isolated guinea

pig tracheal smooth muscle induced by His

A 02067, 0.4134 mmol - L7 2H 2% R ¥4 B Bk &
X (P<0.05, P<00l, P<0.001), &5RGEnR, 1£
IR A RS NS, 5 DRSS T WU &
Wi, A B 5 P8 P A B S A R, L
BRI, R, SR Bt
i, REON FRER, WLE 4,

1207

100 - AL
=== i 2 0.2067 mmol
s 807 ~ Wl £ FF 0.4134 mmol -
i] 401 sk
=
201
0
2201
6 -5 4 3 2 -
leC

W 5 CaClLXERALIEE, P <005, "P<001, TP <0001

B4 #HEFEFX CaCl, W4 KRS E T2 i &0
(x+s, n=8)

Figure 4 Effects of naringin on the contraction of isolated guinea

pig tracheal smooth muscle induced by CaCl,
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Table 1

Effects of naringin on the two-phase contraction of

isolated guinea pig tracheal smooth muscle induced by Ach
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Protective Effect of Icariin Against PC12 Cells Inflammatory Injury Induced by Oxygen Glucose Deprivation

MO Zhentao', LI Wenna', ZHAI Yurong', SHI Jingshan?, GONG Qihai’(1. Department of Pharmacology, Zhuhai
Campus of Zunyi Medical College, Zhuhai 519041 Guangdong, China; 2. Ministry of Education Key Laboratory of
Basic Pharmacology, Zunyi Medical College, Zunyi 563000 Guizhou, China)

Abstract: Objective To evaluate the protective effects of icariin on inflammatory injury of PC12 cells induced by
oxygen glucose deprivation (OGD). Methods The ischemic stroke model of PC12 cells was induced by OGD for 2 h.
PC12 cells were divided into normal group, model group, Nimodipine(10 pwmol L") group, and high—, medium-

©, 107 mol/L icariin respectively). lcariin groups were pretreated with the

and low—dosage icariin groups (107, 10
corresponding concentrations of icariin for one hour and then were treated with icariin for 2 hours during OGD. After
the treatment, cell viability was measured using MTT assay. Tumor necrosis factor alpha (TNF-« ), interleukin -1
beta (IL-1B) and interleukin -6 (IL-6) contents in PC12 cell supernatant were analyzed using enzyme-linked
immunosorbent assay(ELISA). Results Icariin at the concentrations of 107, 10°, 107 mol/L significantly decreased
TNF-o, IL-1B, IL-6 contents in cell supernatant and increased the cell viability of PC12 cells following OGD injury

(vs model group, P < 0.05, P < 0.01). Conclusion Icariin could reduce inflammatory damage of PC12 cells induced
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