162 Chinese Journal of Rehabilitation, Mar 2021, Vol. 36 No. 3

A RN EE W COPD i 3 fifi Fié 2 3CR
LML RS

ERIE Y )

GEEY  BH A EI 218 B ZE M it (COPD) A& 52 101 B Il B2 5 001 w1 45 B H8 7 LR . 3k
e COPD 3 86 {4, 4 R EHLE 7 23k /0 WL 4L A B ZH 4% 43 i), % B 2H 332 5% COPD Fé s W1 % B3R 7 » Wi
SRANTEXT BRALIRY T 3ty b3 DA S0 25, 3R3R )7 12 J8. EedR 2 1IRY7 A 0 iz sh D RE 8 b . 1 40 LA 217
AL-17D) AR E T BICTGF-RD (IL-10, U N AR K 7 (VEGE) (@il B i 1 1(HMGBD) Bt i 21 4k
YA K HF (bFGE) Figt A7 5 F-1a(HIF-10) KFLLR SN I Th17, Treg & . Th17/Treg {H. &R 877
12 JiJ5 » 2 HIE(E AR A B (Peak VO, ) (R R 433l S 2 (VEmax) BB YT B W TH & (B P<<0. 01, HEEH Y
S X BRZH (B P<<0. 0D fH 2 ZHICEA I COLE 2 5 (VE/CO, ATEGAYT AT W FEAR (4 P<0. 01, HW
S HIL T BB (P<<0. 01), 2 4 11-17. VEGF, HMGBI , bFGF, HIF-1a. Th17. Th17/ Treg {74 ¥7 7 5 B &
KA (41 P<C0. 01) , B WELLH 15 T 1% T BR4H (B P<C0. 01) . {H. 2 41 TGF-B1.11-10, Treg ¥ 1A F7 i X1 W 8. 7+ 5 (34
P<C0. 01) , HOULERZH YT 3 T4 FRAH (B P<C0. 01) . 518« A AN A R T IR Thl7/Treg 4 MV A 2 , i) 5¢
i S - S 2 i L8 H 9, 4 R COPD SB35 (4. O iz sl e

[R@iRY 18 PERH FE LB s A I 2R s 055 59 50 s Sl Dy e

[FES%EEY R49;R563.8  [DOIY  10. 3870/zgkf. 2021. 03. 008

Effects and mechanism of aerobic training on pulmonary rehabilitation of COPD patients in stable stage Wang Kun,
Li Yawei , Wang Yulong. Department of Rehabilitation Medicine , the First Af filiated Hospital of Shenzhen U-
niversity » Shenzhen 518000, China

[ Abstract] Objective: To explore the effect of aerobic training on pulmonary rehabilitation of patients with COPD in
stable stage and the treatment mechanism. Methods: A total of 86 cases of COPD were selected according to the
random number table method, the patients were divided into two groups with 43 cases in each group. The control
group received conventional treatment of COPD during the stable period. The treatment group was given aerobic
training on the basis of treatment in the control group. Before and after 12 weeks of treatment, cardiopulmonary
function indicators, interleukin-17 (IL-17), transforming growth factor 1 (TGF- 81), IL-10, vascular endothelial
growth factor (VEGF), high mobility group protein 1 (HMGBI), basic fibroblast growth factor (bFGF) and
hypoxia-induced factor-la (HIF-1a) levels, peripheral blood Th17 and Treg contents, and Th17/Treg value were
compared between the two groups. Results; After 12 weeks of treatment, the peak VO, and VEmax in the two
groups were significantly higher than those before treatment (all P<C0.01), and those in the treatment group were
significantly higher than those in the control group (all P<C0. 01), but the VE/CO, at anaerobic threshold in the two
groups was significantly lower than that before treatment (P<C0.01), and that in the treatment group was
significantly lower than that in the control group (P<C0. 01). The levels of 1L.-17, VEGF, HMGB1, bFGF, HIF-
las Thl7 and Th17/Treg after treatment in the two groups were significantly lower than those before treatment (all
P<0.01), and those in the treatment group were significantly lower than those in the control group (all P<0.01),
but the levels of TGF-1, IL-10 and Treg in the two groups were significantly higher than those before treatment
(all P<<0.01), and those in the treatment group were significantly higher than those in the control group (all P<<
0. 01). Conclusion: Aerobic training is beneficial to regulate Th17/Treg cell subgroup imbalance, inhibit inflammatory
response, delay pulmonary vascular remodeling, and improve cardiopulmonary function in COPD patients.
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