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The Correlation between Inflammatory Biomarkers and
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[ Abstract]  Objective To investigate the correlation between interleukin (IL.) -1 family, classical inflammatory markers
and pulmonary function in patients with stable chronic obstructive pulmonary disease ( COPD). Methods Forty — five patients with
stable COPD who visited the outpatient clinic or ward of the Department of Geriatrics, Beijing Jishuitan Hospital, Capital Medical Uni-
versity, from July 2021 to December 2022 were selected for a prospective cross — sectional survey to collect gender, age, smoking his-
tory and smoking index, underlying disease information, and serum IL -1 family (IL —la, IL-1p, IL-18), IL -6, IL -8,
TNF -« detection and pulmonary function tests. Results Multivariate regression analysis found that IL — 18 was independently corre-
lated with forced expiratory volume in the first second (FEV,) predicted value (FEV,% ), TL —18 and age were independently asso-
ciated with the single — breath diffusing lung capacity of carbon monoxide (DLCO), IL —18 was independently related to the improve-
ment rate of FEV,. Conclusion IL -18 level in stable COPD was significantly correlated with pulmonary ventilation function, pul-
monary diffusion capacity and FEV, improvement rate, which suggesting that IL — 18 may play an important role in the development of
the disease at this stage and can be used as the good monitoring indicators for the evaluation of stable COPD.
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Tab.1 Analysis of inflammatory factor correlation factors in stable COPD patients (r — value)

A IL -1 IL-1B 1L - 18 IL -6 I -8 TNF -« ) ey M KR8 £

FEV, % -0.322*  -0.285  —0.340* -0.299 0.197 -0.271 -0.180 0. 145 0. 141

FEV,/FVC -0.186  -0.166  -0.220 -0.210 -0.070  —0.100 0. 006 0.123 0. 174

DLCO —0.390° -0.444" —0.435* —0.485° —0.200 —0.474* -0.109 -0.452"  0.103

FEV, i -0.210 -0.256  -0.210 -0.341*  0.063 -0.229  -0.060 -0.292  -0.091
2P <0.05

T2 COPD e A H RAE B TAHEE R R (r fED

Tab. 2 Analysis of inflammatory factor correlation factors in stable COPD patients (r — value)

A IL-la IL-1p IL - 18 IL -6 IL-8 TNF - o

1 531 ~0.011 ~0.132 ~0.167 ~0. 140 ~0.017 ~0.256

AU 0.159 0.175 0.110 0.287 0.289 0.147

A4 B -0.005 -0.112 0.111 0.037 -0.077 -0.047

2.5 LAfiPBEM LA OC B [EH AT HAr G, MAZTLERH TR, 2/5%, 5
NN R M4 R b FEV,/FVC 306 B HC FEV, % i~y A5 f 2% TL - 18, L3k 3; 5 DLCO 7

HIRAEVR Y, AW50K “FEV,% . DLCO, FEV, SCARSRAIE IL - 18 FI4F e, Wk 4; 5 FEV, %

MR X 3 WA I eI AR B — R AR R, A RMSIASCHE IL - 18, AR S, ERARMER T
L MR R RO RAEAEWIPREY) (IL - 1a, BHHIFZEESL (P<0.05),
IL-18, IL-18, IL-6, IL -8 fil INF —a) X

=3 COPD faE i FEV, % sZma R 20 £ S0tk B - 47

Tab.3 Multiple linear regression analysis of the influencing factors of FEV, % in stable COPD patients

A B SE B ¢t {H P{E
W 78.210 29.287 — 2.670 0.011
IL -18 —1.300 0.416 - 0. 457 -3.127 0. 004
5 —-11. 246 8. 108 -0. 206 -1.387 0.174
AW 0. 362 0.379 0. 143 0. 956 0. 346
K KR F5 %% 0. 146 0. 184 0. 121 0.795 0.432

T R? = 0.267,F = 3.182,P = 0.025 ;[aj&Rtt [ 25 & CHERR

4 COPD e s DLCO 52 R 2R i 22 su gt (a1 o3 A

Tab. 4 Multiple linear regression analysis of the influencing factors of DLCO in stable COPD patients

A B SE B ¢t {H P{E
wE 12. 269 1. 926 - 6.370 0.011
IL-1a 0. 486 1. 082 0. 080 0. 449 0. 656
IL-18 -0.095 0. 036 -0.471 -2.653 0.012
51 -0.309 0.518 -0. 081 -0.597 0.554
AR - 0. 086 0. 025 -0.488 -3.513 0. 001
W K4 % 0.021 0.012 0.252 1. 807 0. 080

HE AR R? = 0.422,F = 4.817,P = 0.002 ; [Mkik A= T HEESR
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Tab.5 Multiple linear regression analysis of factors influencing the improvement rate of FEV, in stable COPD patients

ARGt B SE B ¢l P
o 24. 663 7.701 - 3.203 0. 003
IL-1a 7.281 6.924 0. 360 1.052 0.302
IL-18 -0.320 0. 149 -0.553 -2.147 0. 041
TNF — o 0. 007 0.097 0.019 0. 070 0. 944
5] —-1.253 2. 068 -0.113 -0. 606 0. 550
Ay ~0.187 0. 100 -0.338 —1.864 0.073
% 6 %k ~0.012 0. 046 —0.047 -0.259 0.798

AR R? = 0.465 ,F = 2.356,P = 0.045 ;[@£k{k A 28R 2 HikR

3 iHe
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