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Abstract: The homeostasis of intestinal flora is closely related to the physiological functions of host such as immunity,
metabolism and nutrition. The dysregulation of intestinal flora plays an important role in the progression of asthma, chron-
ic obstructive pulmonary disease (COPD), pneumonia and other diseases. Most of current studies on the association
between intestinal flora and respiratory diseases have focused on asthma. At present, COPD has affected nearly 400 mil-
lion patients globally, with a high prevalence rate, high disability and mortality rates. It is the third leading cause of death in
China, which reduces the quality of life of our residents and is a public health challenge for our country. This article re-
views the relationship of intestinal flora and its metabolites with COPD, summarizes the pathophysiological mechanisms of
the association between the two, and summarizes the current therapeutic strategies for intestinal flora, aiming to provide
more theoretical basis for COPD treatment and highlighting the potential of treating COPD through the gut-lung axis.
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1 BFEEERERE~HS COPD BIXELE

1.1 Wi A 5 COPD #) & kde  fl e A MK EE Y
Ji7 38 B BEAE 117K SF I £ $5 Bacteroidetes Al Firmicutes,
H: Ik & Proteobacteria. Actinobacteria fll Verrucomicro-
bia, &% UL A & JE A Bacteroides. Dorea. Eubacteri-
um~ Ruminococcus- Bifidobacterium Escherichia- Strepto-
coccus F Lactobacillus . 78 W ¥ 5 L Fh B A %,
HZZR AR, A5G TN, ER . RE.
U R M2y . 848 K 2 BRI S5 . COPD /&
o 5 AE RN B 18 T R A A A B 2 R —
T %} COPD f # F& ff FE A HE47 16S rRNA JE I /T
gt IR i 7R COPD 3 19 Streptococcus 1 Rothia 2] 18 14
T, 3K T b S 4 A A A T A G . COPD
FB A V8 /0 B 40 B L 45 Bacteroides Roseburia. Lachno-
spira F Ruminococcaceae ) JLA~ A A 4% J& M 4l i . [R)
B, BERKNANF B R, COPDHE#H Streptococcus-

Rothia~ Romboutsia timonensis | Intestinibacter bartlet-
i MY EET S, IHFHRAHE Streptococcus 2 %
5| COPD M # 5 fil Fe ABFRY CHE TR . Sig i ARE
AH L, COPD &4 il 8 HH Cacute exacerbation of chronic
obstructive pulmonary disease, AECOPD) 3 7 i 4 B
1 Firmicutes 1 Actinobacteria 4 F& B9 AH % 3= BEFEAR, 1
Bacteroidetes F/l Proteobacteria 21 B B A0 % 3 B2 F- =5 1101,
COPD 4 -1V 2 £ # Bacteroidetes 4 F# [ 4H %F 3 FF 1%
T BE 2 % f COPD -4 & # , i Firmicutes 4
TR AR = B #5 , {H COPDII-IV 4% i # 1) Fusobac-
terium Fl Aerococcus W% 5 = T COPD I - [T 9 i 1
I Ah, Lee 55 I BF 5% & 8L, >4 15 W Ml % Bacteroid-
etes 40 & # L 51 384 Ji11, Firmicutes Fi Proteobacteria 4
PR LE DO W 0 #0820 o s sSege R, /DR
I E) 2 B T A, B0 WA B
A%, FEAR T Bacteroidetes 4 [ [ A XF 3= B, HEm T
Firmicutes 2 P& A9 A0 X = B2 U211, Lai 4 U908 A 58 0 iR
ST TE SRR LR B, WU g F|
TR FRPEDS, FRATTESS T 5 COPD AH K Y i 1A T
BR824k, BAR LR 1.

12 Wil AR S 5 COPD #g X Bk M BE R
Jifi 2 (short chain fatty acids, SCFAs)J&ME LLiH 1k ) &

1 COPD 53 i 18 b e 25 il (1) 2 1K
Table 1 Changes in the composition of the intestinal flora in COPD
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SCFAs J& 5 i 18 e 58 10 B 95 94 55 AR ) A 22 5
PN IR AW a7/ I oG (RBIEON 7RI Y
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Wt 2 R 5 X S W) 3B A a5, A4 RO 2R &
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TR R I N R R g i B ) T A
WA BT Bl E T REP

1.2.1 SCFAs SCFAs &6 J5l F £ /b T 6 A~ 1 B 65X
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Figure 1 Mechanism of action of intestinal flora in influencing
COPD
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