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Clinical characteristics, diagnosis and treatment of pneumocystis jirovecii pneumonia infection in patients with con-
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Abstract Pneumocystis jirovecii pneumonia (PJP) is the most common opportunistic infection among people infected

nective tissue diseases Department of Rheumatology and Immunology, Tongji Hospital

with human immunodeficiency virus ( HIV). In recent years, the incidence of PJP in non-HIV patients has gradually in-
creased, among which, PJP infection in patients with connective tissue diseases (CTD) has aroused clinical attention, and a
number of studies have reported cases of CTD patients with PJP infection. In this review, the clinical characteristics, risk
factors for onset and prognosis, diagnosis and treatment experience of PJP infection in CTD patients were systematically re-
viewed, aiming to provide useful clinical information for timely identification of PJP infection in CTD patients undergoing im-

munosuppressive therapy and grasping the timing of treatment.
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monia , PJP) J& 84 A\ G G 45 7 (human immu-
nodeficiency virus, HIV ) #3255 % L i) HIL 2 P &
Yo 7€ HIV 4 PSR 535 31% ~66% 1 0 RIG
Jili 7 5 ( pneumocystis carinii, PC) F 1909 4F 15 56
B Chages %5 75 JBR L b Hit 14 I SR 28 40 b & B
2002 ARG A1 PC ik 1F 20 44 Ay HIS 1G98+ 74
( pneumocystis jirovecii,PJ) ., PJP i#iid 28 S 4&%#5, B
R YL

Bt B SR SR A ], Q8% B R AE W g B
BB B B 1 32 S A I 25 W03 97 Ok B UL, PTP
7EAE HIV B E i & R A AR, Hovh 45 45 21
2955 ( connective tissue diseases, CTD) B # 1% PIP J&X
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PELT BEARHE (systemic lupus erythematosus, SLE ) [
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CTD-PJP J@& e 22 UL T rp g 4F B AR AL 65 %0
PIP JBfe i fE 6 R 3 22— 2 B R (glu-
cocorticoid , GC) A {fi CD4 FHME T 40 Mg ek 2, Gkt 2 A2
it PIP J Ji&, — Ty i 13 48 1 [l BRAPE A58 (n =
103 117) & ¥ CTD HF#:Z GC &= & T 10 mg/d
F PYP R BB G e T AR o K,
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A=W 1) PSR R 15 UK 25 ) (biologic or tar-
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drugs ,b/tsDMARDs) 7 CTD £ & 7 i) v FH -t ] fg 3
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(R MR TR T e PR AR PR BEEIG ) SRy T Y
ATREHE I PIP R 7 R A B 52 B 2 R DL
cDMARDs , 5 F 24 77 F B J5 R T 6 mg Y RA AR
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tosis, WG ) f# 1 PIP L L IE A
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( metagenomic next generation sequencing, mNGS) J&
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HEFE R, 7E S BRIl PR b 75 S0~ 14 A XU P74k DA ke
FESETAT PIP WP iR YT . CTD B35 30T R X |
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CTD-PJP FEFET- % 0] &3k 31.9% ~50% > |
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