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Pathogens in patients with acute exacerbation of idiopathic pulmonary

fibrosis in a hospital of Hainan area

XIE Tian, DING Xiu-zxiu, ZHU Yi-ke , WU Hai-hong (Department o f Respiratory and Criti-
cal Care Medicine , Hainan General Hospital , Hainan A f filiated Hospital of Hainan Medical
University, Haikou 570311, China)

[Abstract] Objective To analyze the pathogen detection results of patients with acute exacerbation of idiopathic
pulmonary fibrosis (AE-IPF) in a hospital in Hainan area, so as to provide basis for diagnosis and treatment of AE-
IPF patients. Methods Patients who were with AE-IPF and admitted to a hospital in Hainan Province from January
2016 to December 2019 were retrospectively analyzed, detection results of IgM antibody of respiratory virus, spu-
tum bacterial culture, and atypical pathogen nucleic acid were analyzed. difference in clinical data between pathogen-
positive group and pathogen-negative group were compared. Results A total of 52 patients with AE-IPF were ana-
lyzed, including 23 cases in pathogen-positive group and 29 in pathogen-negative group. The proportion of patients
with fever, purulent sputum and anti-infection treatment, as well as white blood cells, neutrophils and procalcitonin
were higher in pathogen-positive group, proportion of patients receiving glucocorticoid treatment was higher in
pathogen-negative group, differences were all statistically significant (all P<Z0. 05). There was no significant diffe-
rence in mortality between two groups of patients (P>>0.05). In patients in pathogen-positive group, 15, 10, and 9
cases were with positive sputum culture, virus IgM, and atypical pathogen nucleic acid respectively, Pseudomonas
aeruginosa was most frequently detected pathogen in sputum culture (n =5, 14.7%), respiratory syncytial virus

(RSV) and adenovirus (ADV) were the most common virus in positive IgM detection (2 =3, both 8.8%), Myco-
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plasma pneumoniae was the most common pathogen in positire detection of atypical pathogen nucleic acid (n =6,

17.7%). Conclusion Infection may be an important cause of patients with AE-IPF in this hospital in Hainan area,

clinical manifestations and inflammatory markers is conductive to indicating the cause of infection in AE-IPF pa-

tients.

[Key words | idiopathic pulmonary fibrosis; acute exacerbation; infection; pathogen

¢ & 1k Bili 2F 4§ 4k (idiopathic pulmonary fibro-
sis, IPF) J& — Bl it | 1 JE 44 1% 1] Jo2 o il 92 95 » 3L A
SR TR vh Al RE H B S R R B B R AL L B TPE Stk
e, HOBA Y R R PR B A 4E AL 201 i E Cacute
exacerbation IPF, AE-IPF) & X 7% 2 i Bk J&& 4y
PRI L2016 455712 WA o 55 08 JC 5 HE BRI
Z WG K B A W R AE AE-TPF Hh A
R R R w6 B R G IR 9T 7R
AE-TPF 5 Jr 1 Al BB A — & WVE T . A WF 585 i
[ Jo5tP 3 7 e e 3 DX AE-TPT AR g 1) A8 o JL 2
LI 235 2 L R 3R B IR T K B A O 90 A6 R
Pefr IPF BF 2 mE b iy & .

1 XKRE5FE

1.1 B % 2016 4E 1 J1—2019 4F 12 1T
A ANREBEA R AE-IPF 83 . AE-IPF 12K £F
A 2016 4F R AE-IPF 2 Wi ks 2 . QO ¥ 2 Wi A
IPE; Q1 A N A B & R A MEm & ; OQCT %
Iy T Y [R) P i R T S BB 0 B B 5
AL BN PR AE5E D AR 58 4 B0 ) 3 v Bl 1A
1.2 i ANFe e dm B A RRHE: O AE-IPF &
ORI A (TN | R O 3 [V - =
(CRP) |45 R J7 (PCT) (W 0 38 5 7 I 75 L 0T
TE A LS 7 PR A RO B £ R AR B A I U Sk
i 1) TgM BT AR R, 98 15 772 i 24 5l 56 8 Al e 3
o SRR AZ TR A DU 45 I H B SR . HEBR AR UE . O 5O
SCRE W i 18 P L ZE R i L SRR T RE L
PR 21 2 A0 25 it B8 2 5 O™ FH L L0 L IR R
G P B P i R IR T AL IR T
QO ABEHET 1A~ H P42 R0 it 18 il 48 92 1 1 S8 37

1.3 Btk MEBRERECF IR RS0 R
Ferh P EL 2016 4E 1 H—2019 4 12 A B AE-
IPF (83506 3 %EkE . 43 B AE-TPF 8 35 1 i Jit 2 Fil
I ATRE A HE A R I A R = A BHAE e
Ji 2 B PR A 55 5 Do 2 B PR L L A A A R R R T

BE G R R BL RAE AR R IT 1B O A BE R SE 2 .
1.4 %its 7% M SPSS 20. 0 #F #4740 1t
AT ECTERER AT o KR TR ERER ] ¢ K
45, P<<0.05 A 2EF AL FE L.

2 #R

2.1 W RFEH gy A AE-IPF #2352 i, Hirp
Tk 47 B, 2otk 5 LB AR 67.5(52~81) %,
g JL 2 BHPE 2 23 491 o i 2y B 2 29 5] T 4 BB
PRI AW W R T R B AT A AR YT R A
TEBF R TR A, ZF WG EB X3 P
=0.05), FEIG R 2R 377 0. P41 8 0% W IR L
B, AR TG 5 L(P>>0. 05) 9 J5 2% [ E 41 i
G RN K e R I () P<C0.05) . fEE v ik
AUEJ7 TAT g it 2 B P 2 R 3 A T B v o Dt 2 B 1k
B EATEBEAL (Y P<<0.05), g5 2% FHPE2H 5
F M T AHE L kL g % PCT o 5 (¥ P<<0.05).
1M CRP AL 22 5 o ge it 2 2 L (P>>0.05) . 5 i
2 PPV 2 R A 2 USRI A 9T 1 LG BB T G T i
2 BV 2R A 2 Wl B T ER R T I LG R e (B
P<C0.05), PIZHBEMILF LA, 22 7 LG ¥ &
X (P>0.05), W1,

2.2 AIFRGEEOL O MNIEAE MDA 23 fl g,
PLBA — S Sy 3 (65, 2%0) . Hovh 4 B R £
(26.1%) s IR IR YL 5 34. 8%, Horh 4 1 & IF
R AR A A IR R A R 2 o 13.0%, W
%2,

2.3 SRR FANLR A2 R WK 1T
Br SR 7 TgML A S 705 T (A A% R A 0 BH P o L 43
Wk 44.1%.29. 4% .26, 5%, A0 F R L 2N
7 DB BRI AR VR Oy ) 2 I B L TR (14 7 %6 (i 4R T E A
PR (8. 8 %0) F1 It I W I AT B (8. 8%0) . 5 i IgM A&
DN BH P DA RR S 7 RIRF IR GE A KRR O £ 1R
8. 800, AR ML TR [ A A R A DN B M v il 4% S i
£, 817.7%., W3,



« 1116 -

o e i i 2% R 2020 4R

212 A45 19 %5 12 Chin ] Infect Control Vol 19 No 12 Dec 2020

R 1 W4 AE-TPF 835 1R R 55k

Table 1 Clinical data of two groups of patients with AE-IPF
N H 2R
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NEU( X 10°/L) 8.4%3.6 6.7+2.9 1.887  0.032
PCT(ng/mL) 1.08£0.56 0.65+0.31  3.516 <C0.001
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Table 2 Combined infection in 23 patients in positive-patho-

gen group
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Table 3 Pathogen detection results of patients in positive-

pathogen group
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