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[Abstract] Chronic obstructive pulmonary disease (COPD) is a frequent and common disease of the respiratory system. The
problem of low early diagnosis rate, low treatment compliance, and low treatment standardization has persisted in the diagnosis and
treatment of COPD. Heterogeneity found in clinical practice is one of the reasons why COPD is difficult to treat. In recent years, it has
been gradually recognized that the occurrence and development of COPD are closely related to the immune state of the body. At
present, it become one of the hot spots in clinical and basic research that searching for specific and sensitive cell and molecular
biomarkers to early diagnose acute exacerbation and subtype differentiation of COPD, which ultimately provide individual diagnosis
and treatment strategies for COPD patients. This review focuses on the research progress of immunocytes and immunologic factors as
biomarkers to different phenotypes and progression of COPD in recent years, providing a reference for the research on diagnosis and
treatment of COPD.

[Key words] acute exacerbation of chronic obstructive pulmonary disease (AECOPD); immunocyte; immunologic factor;

biomarker

1 4= BH 2 4 Jili %< 5 (chronic obstructive pulmonary S5 i BUEAEGRSE M8 P 4 & COPD & E
disease, COPD)J&—Fp LAfF4E TE”?WJEE/H(%H‘& B BRI ﬁi*ﬁaéﬁ?ﬂt?a.ﬁ COPD J& 55 Al
T2 B R IR AT o AR G WA S WA FERAHEAE SR, AL S 25 i L2

[(EETB] H#UARERE A F00H £ 101 (2022-2-5092)
MEE®IAN] 28, W-E0Fsel, FEMFMPRG S S K2 by Ao
[BE1E#E] HE, E-mail: xiaolilab309@163.com



R A 4 202348110280 %H48% 11

Rz, HATX T COPD Y K & A& i pL il 2
A B AT ATRABSAR(E 1), BB
SRR AT RER L R R
SR AR Z TSI TR R L R AR
e AL S 2 A ARIC Y, LA I2 I coPD &

| n . AUk R |

!

PEANE I AT AL X 7y, iy COPD & R At~ A L
M2T7 Mg . A SCERIBIT AR5 AN R R B COPD K&
P R B OIS I AR b B B SE e, B A
A COPD WIiZ W SRy P fe 2%

| s msE | | BOmsEAEkE |

L. H B RBEIALE
U (N IV R EPSISES

| LB (COPD) |

B PP IEE IR A i) 2 2 A SE P R

Fig.1 The main related factors of chronic obstructive pulmonary disease
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