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The effects of Taijiquan on serum concentration of interleukin-6, interleukin-8, tumor necrosis factor-o in
patients with chronic obstructive pulmonary disease in stationary stage Du Shuting” , Ding Lianming, Yang
Fubing , Xing Bin, Wu Juanjuan, Zhang Jing, Zheng Lei, Zhu Lei. ~ Department of Pathophysiololgy of Basic Medi-
cal College, Hebei North University, Zhangjiakou 075000, China

[ Abstract] Objective To evaluate the effects of Taijiquan (TJQ) on serum concentration of interleukin-6
(IL-6) interleukin-8 (IL-8) , tumor necrosis factor-a( TNF-a) in chronic obstructive pulmonary disease (COPD) in
stationary stage. Methods Seventy-four patients with COPD at stationary stage were randomly divided into TJQ
group, and control group, all patients received 12 weeks exercise. Subjects in TJQ group received 24 Yang's style
TJQ program, while those in control group were instructed to maintain their usual activities and prescribed no any spe-
cial exercise program. For each subject, data collection and comparative analysis of serum concentrations of I1L-6,
IL-8 and TNF-a were performed at baseline and at the 6th and 12th week. Results Serum concentrations of 1L-6,
IL-8 and TNF-a of control group at the 6th and 12th week showed no significant change compared with baseline (P >
0.05) ; After 6 weeks of training, serum concentrations of I1.-6 of TJQ group [ (248.86 +64.18)ps/ml] showed no
significant difference from baseline (P >0.05) , serum concentrations of IL.-8 [ (146.25 +17.60) pe/ml] decreased
(P<0.05), and TNF-a[ (57.03 £12.19) pg/ml] decreased significantly compared with baseline (P <0.01). But
compared with control group, the changes of three indexes were not statistically different (P >0.05). After 12 weeks
of training, three indexes of TJQ group decreased significantly compared with baseline (P <0.01) ; compared with
control group, serum concentrations of IL-6 [ (220. 89 £ 62.25) pg/ml] decreased and had statistical difference
(P <0.05), serum concentrations of IL-8 [ (138.28 +24.86) pg/ml] and TNF-a[ (51.44 +11.88) ] also de-
creased compared with control group at the same period, and had significant difference (P <0.05). Conclusion
TJQ exercise can decrease serum concentrations of IL-1, IL-6 and TNF-ain patients with COPD in stationary stage. It
is speculated that the rehabilitation treatment mechanism of TJQ exercise on COPD may be associated with down-regu-
lation of serum concentrations of 1L-6, 1L-8 and TNF-a.
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Aquatic therapy for chronic low back pain

BACKGROUND AND OBJECTIVE Previous studies have demonstrated that exercise can improve pain, disability and quality-of-life among
patients with chronic low back pain (LBP). This study assessed the effects of intensive aquatic therapy in sedentary adults with chronic L.BP.

METHODS Subjects were between 18 and 65 years of age, all with self-reported LBP of at least 12 weeks’ duration. The patients were
divided into an intervention group, or to a waitlist control. The intervention group received a two month program of 40 sessions, five days per
week, with no exercise for the control group. Each session was 55 to 60 minutes long and included resistance and aerobic exercise. LBP was
assessed at rest and during movement, using a visual analogue scale (VAS). Other outcome measures included the Spanish version of the
Oswestry Low Back Pain Disability Questionnaire, as well as the Spanish version of the Short Quality Form Health Survey-36 (SF-36).

RESULTS The total of 21 patients from the active group and 17 from the control group completed all aspects of the trial. Significant
differences were noted between the active and control groups for improvement in VAS scores for pain at rest, flexion and extension, and for
the Oswestry Disability Index (P <0.001), as well as the physical component of the SF-36 (P <0.001).

CONCLUSION This study of patients with low back pain found that a two-month, intensive, aquatic therapy program, five times per
week, decreased back pain and disability and improved scores on measures of quality of life.

[ % B : Baena-Beato PA, Artero EG, Arroyo-Morales M, et al. Aquatic therapy improves pain, disability, quality-of-life, body compo-
sition, and fitness in sedentary adults with chronic low back pain. A controlled, clinical trial. Clin Rehab,2014, 28(4) : 350-360. ]
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