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# E: BHW W &F ) EF G -1(caveolave-1,Cav-1) & A 4L H F C-X-C % 7 B 4k 12(chemokine C-X-C ligand
12,CXCL12) 7K F 5 1% £ FiL % M il %& % (chronic obstructive pulmonary disease, COPD) F & A 3 Bk & /& (pulmonary
hypertension,PH) #9485 P, J73% K4 2019 43 A ~ 2020 4 3 A MM AR T H — AR ERFRET PO ERRD
#) 115 4] COPD % HAE AP R AT %, 4R ¥ & H X 5 F & PH & # 3F PH 41 (NPH 21,70 ] ) #= PH 48 (45 %] ), % g@x 43
18] B S Ak A B VR Ay AT REARL, SRR BEEE S 5 B SR E fniE Cav-1 A= CXCLI2 R, PirA &5 ietn

il 2 B AR AU B 08 T AT A 1s A A e AUE AR B FRHA A B 4 b (forced expiratory volume/predicted value FEVl/Pre)
FEV1 & JA /1 A % & (Forced vital capacity, FVC) #98 4 (FEVI/FVQ), @id# & % -E¥8 516 & K3 A COPD &
84 B 2 kK 45 & (pulmonary artery systolic pressure,PASP), I & F 6916 R FTH , &is —AALs 5 E (PCO,). Ao )E
(PO,). B 7 A 44 Bk (brain natriuretic peptide, BNP) ¥A & & /% -6(interleukin- 6,IL-6) %, WE 54l LIgAr AL 5
COPD 3% PH #9AR A1, S5  fexbiE4e NPH 284= PH 20 | f23% Cav-1 #= CXCLI12 K-F2 %4 10.37+£2.28,7.23 + 1
72,4.81+0.90 u g/L F= 65.74 +12.27, 175.36 +26.19, 270.33 +43.79pg/ml, 5 *+ BB 4A k4 NPH 284 PH 4149 CXCLI12 &
FUHEN¥G, APHAK S E 2% 5a@ats NPH 284 PH 449 Cav-1 K-F N 9 S 44% , B PH A4k & B %, £
FH A %It FE L (F=103.71 ~ 130.67, 35 P=0.000). #8% P54 %7 NPH 284 PH 4049 f2 7% Cav-1 & CXCL12 &K -F
5% £ i 48 % b (7=—0.813,-0.827, 3) P <0.01), NPH #8495 CXCL12 &% %5 PCO,, PASP, IL-6 & BNP /K- 2 E4g
%M | #k5 FEV1/Pre, FEVI/FVC & PO, £ fiA85% 1t NPH 2849 Cav-1 % %15 PCO,, PASP, IL-6 % BNP K- 2 #i 48
*1M , M5 FEV1/Pre, FEVI/FVC & PO, Z EA XM (rexe,=0.845, 0.810, 0.807, 0.783, —0.799, —0.775 F= —0.793,
3 P<0.01; re,.,=—0.853, -0.828, -0.816, —0.792, 0.763, 0.803, 0.822, 35 P <0.01) . PH 844 CXCLI2 KF 55 5
PCO,, PASP, IL-6 & BNP K-F 2 EA8 %M | L5 FEVI1/Pre, FEVI/FVC & PO, £ fi #8%H, PH 2889 Cav-1 K -F 5 5|
5 PCO,, PASP, IL-6 % BNP K-F 2 fitg% 1, WL FEVI/Pre, FEVI/FVC & PO, 2 EA %M (rexe=0.839, 0.816,
0.817, 0.806, —0.782, -0.785, -0.809, 3§ P<0.01; re, ,=—0.862, —-0.821, —-0.819, -0.797, 0.782, 0.811, 0.829, 3}
P<0.01) . i seiF Cav-1 & CXCLI2 /R-F 84 £ F M EALTE S COPD £4 PH 9% A %, #A¥F Cav-1 & CXCLI2
KT Redph) Ko B FRRaL , 25 COPD JRth st & | B-& % a0 Rk,
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Abstract: Objective To investigate the correlation between caveolave-1 (Cav-1) and chemokine C-X-C ligand 12 (CXCL12)

levels in serum and chronic obstructive pulmonary disease (COPD) complicated with pulmonary hypertension (PH). Methods
A total of 115 COPD patients from March 2019 to March 2020 in the the first people’s Hospital of Xianyang city and the Central
Hospital of Shangluo City were selected as the research objects. According to whether the patients complicated with PH, they
were divided into non PH group (NPH group, 70 cases) and pH group (70 cases).The serum levels of Cav-1 and CXCL12 were

EERIN: T (1980-) , %, KFAAFRL, FEKRRIE, FF750 . MEEm LR =2, E-mail: 1533840062@qq.com,
EREE: T (1987-), 2, REFEARL, AN, T M MRPOm L i2W, E-mail: 2634085934@qq.com,



30 AW ESZE H36% 1 202141 A 1 Mod Lab Med, Vol. 36, No. 1, Jan. 2021

measured by enzyme-linked immunosorbent assay (ELISA). All patients received pulmonary function test. The forced expiratory
volume / predicted value (FEV1 / pre) and FEV1 / FVC of forced vital capacity (FVC) were measured by pulmonary function
analyzer, and pulmonary artery systolic pressure (PASP) was obtained by color dppler ultrasound.The clinical data of patients
were collected, including partial pressure of carbon dioxide (PCO2), partial pressure of oxygen (PO,), brain natriuretic peptide
(BNP) and interleukin-6 (IL-6). The correlation between the changes of the above indexes and COPD complicated with pH was
analyzed. Results The serum levels of Cav-1 and CXCL12 were 10.37 £2.28, 7.23 + 1.72, 4.81 £ 0.90 w g/L and
65.74 £ 12.27, 175.36 £ 26.19, 270.33 + 43.79 pg/ml in the control, NPH and PH groups, respectively. Compared with the
control group, the level of CXCL12 in NPH group and PH group was increased, and the increase in PH group was more
significant;However,Cav-1 level decreased significantly,and PH group decreased more significantly. Correlation analysis showed
that serum levels of Cav-1 and CXCL12 in NPH group and PH group were negatively correlated (7=-0.813, —0.827,P<0.01).
CXCLI12 level of NPH group was positively correlated with PCO,, PASP, IL-6 and BNP, and was negatively correlated with
FEV1/pre, FEV1/FVC and PO2., An opposite trend was presented for Cav-1 level of NPH group ( rexer, = 0.845,0.810,
0.807,0.783,- 0.799, — 0.775 and - 0.793, all P < 0.01. r,.,= -0.853, - 0.828, —0.816, —0.816,— 0.792, 0.763, 0.803 and 0.822,
all P<0.01) . In PH group, CXCL12 was positively correlated with PCO,, PASP, IL-6 and BNP, but was negatively correlated
with FEV1 / pre, FEV1 / FVC and PO,,and an opposite trend was presented for Cav-1 level ( rexer i, = 0.839, 0.816, 0.817, 0.806,
- 0.782, - 0.785 and - 0.809, all P < 0.01; r(cp.y = —0.862, — 0.821, — 0.819, — 0.797, 0.782, 0.811 and 0.829, all P<0.01) .
Conclusion The differences of serum levels of Cav-1 and CXCL12 may be related to the formation of PH in COPD. Regulating
the levels of Cav-1 and CXCL12 can inhibit the release of inflammatory factors, relieve COPD disease progression,and improve
the clinical symptoms of patients.
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