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ABSTRACT Objective: To explore the relationships between serum homocysteine (Hcy), cystatin C (Cys-C)levels and pulmonary
function, arterial blood gas analysis indicators and pulmonary arterial systolic pressure in acute exacerbation of chronic obstructive
pulmonary disease(AECOPD)patients with pulmonary hypertension (PH ). Methods: 80 patients with AECOPD combined with pH who
were diagnosed and treated in our hospital from December 2017 to December 2019 were selected as the AECOPD combined with pH
group. 80 patients with AECOPD without pH were selected as the simple AECOPD group and 50 volunteers who had physical
examination in our hospital were selected as the healthy group at the same time. The serum Hcy and Cys-C levels, the ratio of forced
expiratory volume to forced vital capacity in the first second (FEV/FVC), arterial oxygen partial pressure (PaO,), forced expiratory
volume in the first second as a percentage of predicted value (FEV ,%pred), arterial partial pressure of carbon dioxide (PaCO,), pulmonary
artery systolic pressure (PASP) in people who were tested of each group were measured and compared, the correlations of each indicator
were analyzed. Results: Serum levels of Hey, Cys-C and PASP were highest in the AECOPD combined with PH group, followed by the
simple AECOPD group, and the lowest in the healthy group (P<0.05). The FEV,%pred, FEV,/FVC were highest in the healthy group,
followed by the simple AECOPD group, and the lowest in the AECOPD combined with PH group (P<0.05). Compared with the simple
AECOPD group, the PaO, in the AECOPD combined PH group was significantly decreased, while PaCO, was significantly increased
(P<0.05). According to Pearson correlation analysis, serum Hcy and Cys-C were negatively correlated with FEV %pred, FEV /FVC and
PaO, (P<0.05), but positively correlated with PaCO, and PASP (P<0.05). Conclusion: The abnormal increase of serum Hey and Cys-C
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levels is related to the AECOPD patients with PH, which is also exist correlations with the decrease of pulmonary function, the

abnormality of arterial blood gas and the abnormal increase of PASP in AECOPD patients with PH.
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Table 1 Comparison of serum Hey and Cys-C levels in the three groups (x+s )

Groups n Hey(umol/L) Cys-C(mg/L)
Healthy group 50 8.73+0.79 1.52+0.19
Simple AECOPD group 80 21.48+4.27 1.87+0.23¢
AECOPD combined with pH group 80 26.57+£5.01® 2.18+0.34*
F 298.110 93.060
P 0.000 0.000

Note: compared with healthy group, *P<0.05; compared with simple AECOPD group, °P<0.05.

3+ 2 ZHEKBTINEE Bk M SHEHRFN PASP LEEE (s )

Table 2 Comparison of pulmonary function, arterial blood gas index and PASP among the three groups (xzs )

Groups n FEV %pred(%) FEV/FVC(%) PaO,(mmHg) PaCO,(mmHg) PASP(mmHg)
Healthy group 50 92.83+6.71 88.75+4.42 \ \ 15.47+2.08
Simple AECOPD group 80 59.61+7.52° 55.91+4.18° 63.47+5.71 40.75+5.95 23.72+3.69°
AECOPD combined with
80 48.79+6.95® 43.35+3.83* 50.68+6.02 48.69+6.36 45.38+8.71*
pH group
F/t 607.129 191.555 18.239 10.787 463.909
P 0.000 0.000 0.000 0.000 0.000

Note: compared with healthy group, °P<0.05; compared with simple AECOPD group, °P<0.05.

% 3 My Hey #1 Cys-C 7k F S RbThRE  BhRk M SHE4RF0 PASP OB X 54
Table 3 Correlation analysis of serum Hey and Cys-C levels with pulmonary function, arterial blood gas index and PASP

Hcey Cys-C
Indexes
r r P

FEV,%pred -0.888 0.000 -0.764 0.000
FEV/FVC -0.840 0.001 -0.790 0.002
PaO, -0.847 0.000 -0.768 0.000
PaCoO, 0.837 0.009 0.777 0.011
PASP 0.877 0.000 0.787 0.000
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