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Clinical and imaging characteristics of patients with pulmonary Aspergillus infection

WANG Xu, WANG Wei, ZHAO Ying (Department of Medical Imaging » The First Affiliated Hospital of
Nanyang Medical College , Nanyang 473006 ,China) ”

Objective To analyze the clinical features,imaging manifestations,and treatment outcomes of patients with
pulmonary aspergillosis, aiming to improve early diagnosis rates and guide clinical treatment decisions. = Methods A
total of 120 patients diagnosed with pulmonary aspergillosis in our hospital from March 2019 to March 2024 were
selected. After applying inclusion and exclusion criteria, 98 patients were included in the study. Clinical data,including
general information,clinical features,imaging features,and laboratory test indicators, were collected. Statistical analysis
was used to compare the clinical and imaging features of patients with different types of pulmonary aspergillosis.  Results

Among the 98 patients,55 were male and 43 were female, with ages ranging from 18 to 82 years. There were 45 cases
of simple pulmonary aspergilloma (SPA) and 53 cases of invasive pulmonary aspergillosis (IPA). Clinical features: The
proportion of fever was higher in IPA patients than in SPA patients (45. 28% vs 11. 11%, P <0. 05). Both groups
exhibited cough and sputum production, but the proportion was higher in IPA patients (cough:94.34% vs 71.11%,P =
0. 002;sputum production:75.47% vs 33.33% ,P<C0.05). Hemoptysis was significantly more frequent in SPA patients
than in IPA patients (60.00% vs 32.08% ,P =0.006). Imaging features: SPA lesions were more often located in a single
lobe (73.33%),while IPA lesions were more likely to involve both lobes (58.49%) (P =0.025). SPA patients had a
higher frequency of single lesions (51.11%) , while IPA patients were more likely to have multiple lesions (77. 36 %) (P
=0.032). SPA patients were more prone to cavitary signs (57. 78 %) ,while IPA patients exhibited more patchy shadows
(73.58%) (P=0.031). Cavities in SPA patients were primarily thin-walled (35. 56 %) , while those in IPA patients were
predominantly thick-walled (21.15%) (P=0.022). Laboratory test indicators:IPA patients had significantly higher red
blood cell counts and hemoglobin levels than SPA patients (P <(0. 05). Treatment and prognosis: SPA patients were
mainly treated with antifungal therapy, supplemented by surgical and comprehensive treatment strategies, resulting in

better prognoses. IPA patients were more likely to receive combination antifungal therapy and consider
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immunomodulatory therapy,with prognosis varying based on disease severity and immune status.

Conclusion Patients

with different types of pulmonary aspergillosis exhibit distinct clinical manifestations, imaging features, and laboratory

indicators.necessitating tailored treatment plans and dynamic disease assessments.

[Keywords]) pulmonaryAspergillus infection;clinical features;imaging features;diagnosis;treatment

fitfi {l %5 % % (Pulmonary aspergillosis, PA) & —
b e 5 TR B AR A i R e M e R L AR
K BE A S AR 8 R E R TR B 2 DL
SO BB L PA YRR RS ETHE S BN
I A DL VR B B Y 2 — . PA EE AU AR R 28
P fili B % B % (Invasive pulmonary aspergillosis,
IPA) | i B B 1 52 <% R (Allergic bronchopulmonary
aspergillosis, ABPA) . 18 ¥ I8 %€ 1k I ith & & 5%
(Chronic pulmonary aspergillosis, CPA) L J B 4fi P4
Jii fh 7% # Bk (Simple pulmonary aspergilloma, SPA) %
R M2 A T H RS b LR
B W ICON T UL, TAT R U A R, PA TR 4 R H
WA K S HAE S B2 DI REAR T A AN RE P BT
(&R . PA X R A TG T R TS R AR
S, O S8R L T R I PR DG T 1 T R

H AT, PA 1912 W J7 2 32 540 45 95 i 27 A A L 1M 7
PR GBI T AW EOR S . R R R
FR AW PA 8 AR UE L B 3R B AR HAE I 3
R A I EL A — S AR R S R S 2
LAl TR N S R S B R A AR R ER
B 1 B VR S (H R AR A AR L AR B
w LB T AR R Tz R Y R A A
PA 112 v B 25 L K, PA 2R = 3R
ZHE, 5 5 HA IR B IR G . R BORIZ N2 .

AT 5 388 32 %k il it 2 T R G R Y I R R I
182 R N e 3 A BR A AT TR AR A R
PA B II2 W3, i RIG 7T SR A Tk .

MRERE

1 — &R

PEHL 2019 4F 3 A & 2024 4F 3 A W EfEA BRI 12
o il 2 R 1 R 120 )L e A T HE R B o
B 98 BIHEATAFSE . ANAFRHE : (DAFEIE 18 5 L 1-5(2)
ZoR I AE KA AR 2 K A A R 32 W Ry il o 2 R Je%
Y s (3) HAT 52 A IR B AR 22 0k, HEBRBRME . (D)
B I H A R A B R s (2) B L IV DR
AN () W UR T B0 2L 0T 10 2 s () G DR R AS 52 3
o HEAT VAR
2 MRAE

AREFEWCEE T LR 3845 (D IR R FRAE (5 B . 35
S AR S R LI R R TR 4

45, )R BOR W B A i CT #2142, h
P % B A 25 0 O B B 57 B R 0 SR I 4y
Brs A8 o R ik s AR (BN BT A 52 72 (459 25 L
MRS . (3) S0 S A I 45 A < WACHE R A IBE I 19 I AR A
LR RO AN S EA Y I AR G A2 I OO N R D DA O
2T 3 /AR A TR S L A DL Pl R
N NORrRE: 4= N RV
3 ZFERE

JIT A B0 HE R SPSS 23. 0 Bk AT g it o b .
OB DL R bR 2 R AL LU SR D ¢ K5 T
OSBRI E CEr oy Ho 3R, 21 18] FE R T X0 K
LA P<C0.05 FEFAGIHHE L.

& R

1 —RIERER S

ABEFEANA 98 i) it ith 25 0 A8 2 00 I DK B R R AT
Ay, Hod L 4E 45 1) SPA H3E FI 53 ) IPA . 4F
WX 8] 18~82 %, B 55 fil . Lotk 43 B, 76 H Al
I3 T 10 A IR EE %L 7 BB O S RE YRS
B9, 5 BRI 4 BA IERER A . 3 B A O B
LR AL
2 M EREENIERSE

AWFSE T W4 (SPA 1 TPA) 8 % 1 I IR 5
fiE, 855 R IPA B R I &35 & F SPA B
(45.28% vs 11.11%,P<C0.05), Pi#H (% B 4770 1%
WA % FRE AR, B TPA FR 3 Fb 3] B (R0 - 94. 34 %%
vs 71.11%, P =0.002; %% . 75. 47% vs 33.33%, P
<C0. 05), SPA M # M Ii Lk i B % & F IPA B
(60.00% vs 32.08%,P=0.006), M H F 1M
F0 Mg R Ry 2 R g R . Wk L,

x1 FAMMBEREENIEKREFE
Table 1 Clinical characteristics of pulmonary aspergillosis
patients in the two groups

i A A A (71551:5) (nligfﬂ) P
KA 5(11.11%) 24(45. 28%) <0. 05
% Wk 32(71.11%) 50(94. 34 %) 0.002
n% % 15(33.33%) 40(75.47%) <0.05
% 1l 27(60.00%) 17(32.08%) 0.006

&SI 5(11.11%) 11(20.75%) 0.198
J¥ 97 6(13.33%) 13(24.53%) 0.162
Jey g 5(11.11%) 12(22. 64 %) 0.133

3 RHBEREBENME CT REFHE



« 1160 -

¥R R ORE M F RS

Journal of Pathogen Biology

2024 4E 10 H 55 19 &% 10 M
Oct. 2024, Vol.19,No. 10

PR E I CT s ARRRE 3 & B . SPA &
kb Z A7 T 5 (73, 33%0) . 1 IPA BB D) B8 A5 1] T XL
M37 2 (58.49%), P =0.025, SPA H# A5kt 0
WL (51, 11%) . 1 TPA H 3 0 B8 6 1) T 22 4 9 &
(77.36%) (P =0.032), W48 7E A e | 527438 Fi 4
TEHEEE LRA B EER(P>0.05 ., SPA B#H T H|
RG340 5 0 UL, T S T BT 3 2% 19 A A 2
UL(28.89%0) , IPA H 3 W) R B 2 L B ¢ AF, (H P >
0.05, SPA JB#H T 5 th BL2s i (57. 78%0) , 1 IPA
H I 5 BT (73.58 %) (P =0.031), SPA f#i#
() 25 3l LA BE SR 32 (35, 56 %), 1M TPA R 34 (1) 25 3
DIERER F(21.15%) (P =0.022), W% 2, /0EMER
SRR LI 1,

®2 WAMBBRBENMED CT BEFHE
Table 2 CT imaging features of pulmonary aspergillosis
patients in the two groups

4 FAMBBERREENIRERTIER

JUT A S 5 A T 4 A 43 AT K I T AR AT A
Mot A A 2L B A K 2 5 A G i EE X (P <
0.05) . FBL N IPA B B L1 240 M 11 B0 1fi 21 28 14 K
SEHE T SPA B, WLE 3,

®3 FAMBEREENLBERERR(Xxs)
Table 3 Laboratory indicators of pulmonary aspergillosis
patients in the two groups

il % CT 4R 1E SPA(n=45) IPA(n=53) P

. it 33(73.33%) 22(41.51%)
i A0 " ’ o e 0.025
XLt 12(26.67%) 31(58.49%)

A 23(51.11%) 12(22.64%)
R R dE| * ? ’ ! 0.032
Z4 22(48.89%) 41(77.36 %)

] $e 11(24. 44 %) 15(28.30%)

L RARI 2 2 AR 2(4. 44 %) 3(5. 66 %) 0.576
5 7(15.56%) 18(33.96%)
EH 1(2.22%) 3(5.66%)

ikt % J6 3(6.67%) 5(9.43%) 0.335
AiEMT 13(28.89%) 28(52.83%)
FRAF 1(2.22%) 0(0.00%)

A %ﬁﬁ@ 5(11.11%) 2(3.77%) 0122
ZIRAME 26057, 78%) 19(35.85%)
BEREAE 18(40.00%) 39(73.58%)

R 16(35.56%)
JELRE 3(6.67%)

10(18.87%)
4(7.55%)

- B i Eﬂ_ﬁﬂéﬁ E%'ﬁﬁﬂi_ﬁ]%?ﬁ P
(n=145) (n=53)

A (X10° /1) 7.51+3.01 7.33+2.15 0.861
R A (< 107 /1) 5.26+3.3 5.19+2.33 0.731
A (X107 /1) 0.6240. 31 0.5140. 28 0.721
R EL I (X107 /1) 1.5340. 41 1.4540.31 0.389

AN (X10° /L) 4.2140.51 4.35+0.45 0.035

M2 & H (g/L) 112.42413.71 128.45%15. 21 0.024

/MR (X107 /1) 261.63+101. 55 267.324113.12 0.652

AWM U/L 26.3147.22 35.3149.55 0.536

AR (U/L) 25.88+16.01 30.114+13.12 0.621

H&M(g/L) 41.12456. 82 40.91+5.71 0. 642
JILEF (pemol /L) 59.37+15. 41 62.65+16. 81 0. 869

AMM AR U/L 217.23475.51 221, 42453, 44 0.246

C i # 1 (mg/L) 31.12+6.73 32,1544, 42 0.835
Mt (mm/h) 36.21420.23 28.77+£21.13 0.221

A M B A C FHAIME D =WIE
1 BHEREBENMES CTRREER
Fig.1 CT findings of pulmonary aspergillosis patients

5 MAMBERRBENEBT ARG

SPA 3 (45 DRI B 35 Bl B H He2 T IR
SR BT ELRNA T, b 30 ) 58 I 1 1) I 2
2 R BE 5 5 01 88 T RO Wk — P R T
TG 7 B DA A Y KRS B Al O e R AT
T FARBIT  ARJE IR 0L R 4f Hoh 6 1 8 3 i B .
3 il e SR BT 258 iR T SR CRL A B 3 1R 24 4 A
B SCHFPEIR YT L HR 2 B FE SRR E T e .
SMEAEBEIE] .5 ) 5 H BT WP IR DR X L 280 R it Ak
HU 4 5 175 4 E )

IPA B (53 DG B 40 Bl (8 2 3 2 Al AR
SEHEMEHEATIAR T L 15 {51 28 3 e 1 A B 45 O B s 20
11 S8 I A7 AT P S (AT T R SR IR T 5 5 R T Ak
A IEER R BRI TR, S UIEE R T 2
PUELTE 25 W) I 6 G VR 97 CAnAR S e + K R 25 i),
w4 )R A 5 4 ()RR R TS A T R ELOR OK
B BeAR . 5 BB E T BRI 22 IR T RON
A 5 275 SR R e PR T IR T O . B L 17
W K A T I AAE L LR PP R L T AT R

W2 TR A 9 Bl T — R R
il .
iR

PA J2 i 2w B 51 R o s e L AR S —
SERVE A BRI PAJCHAE S e s2 R P s



T E R R E M F R E

Journal of Pathogen Biology

2024 4F 10 H
Oct. 2024,

5519 B4 10 #
Vol. 19,No. 10

+ 1161 -

B IE S IR R 2 AT R R DA
30007 P R TR B R A R b, e R AR L i
B R A UIG IR R 2 M, B 5 T 5 3 v W 3 5
TRYE . B2 W LR, PTG 6 7 e 22 R 25 BT T X
B, R, HATIET PA IR R S R AR 4 A 1 iF
1 AN AT S 5 IR A X 43 [ JBR e 2 B8 5 T L AT AE A
— B R AIESE B A G R AT 98 B
Jits oty 26 e B I DR SR I AR SRR L SR 0 A A
AT UG J7 9 22 5, LA PA B2 W F3a 7 18
AL SRy HEB AT 1) S % IR

AWFFTHANT 98 i) PA HBE R EE K (18~
82 %), W A L B AH I (B¢ 55 19, Lotk 43 i), & B
it 7 2 PR U T R AR T A AR BORTPE B . b, R
HPEAT R L 1 8 LR B T B T R g
it 2 T RURS: . AR BIF 5 Y A A R R LE SR A B T T S
LR g AR AR, L L A A T il PR X A8 AR
BB A TR R . A, 2 i IXRT RE T R
BE R 25 B0 25 4% R L B A v T 3 — 4 b X0 ]
il PR 23 A0 A 22 T W Wi AR AL 2

Il RRE IR 7 1T, IPA S8R & A H ) 8 3% = T SPA
B (45, 28% vs 11, 11%) . X R B IPA B34 1 RAE
SR AT RE R R AR AN KR R R A P AL R P Y
W3k A7 7E . H IPA B3 H B 5, X ml B2 i T 1IPA
I 1 BN PR, S BV I GE R I R, EAR TR
&, SPA S MM LY ] 2 T IPA BB (60, 00%
vs 32.08%0) ,iX — K IA g5 SPA i k4 5547 ¢, a0
BN A W I 2 e . SEA B M L A
TIF 5 8 IR 26 30 A 34— B0, F B L 51 T A8 AR AR 4
W ST A0 3k 25 S 1 A BT R ), — e g
B, IPA BE R & B RER K R = J1 50 o B3 i
SPA 2 W AT B8 LA JR) 38 bR G g it ok 3

AR AE S0 BT R B AE ko A 5 ¥ | SPA
B2 A T (73, 33%) L 1 IPA H 35 0] T fii
] F XU 2(58. 49%) . SPA H & BNk kL B H L
(51. 11%), 1 IPA & % W 5 {5 17 F 2 4 9% kb
(77.36%) . X %022 5 0] fE 55 W FP B0 1) s BR AL ) A
5 :SPA £ 0 Ja BRI A8 L 1T TPA T n] RE KL AA 4 %
AN 8 S G A RS T S W . S A RS A
o A SR kb o0 A B b R AR — 2, AR
T 5 AN [R)AF 5% 7 4 38 905 18 A B o] BB AR AE 25 5, A 2t
WF 5 BRI TPA FB 35 1 85 B 38 52 ok S AR 5%, i A F 5%
WA E BT HA SR L. EREESSHh
GAFAE A SPA B 5 B AW (57, 78 %) . H LA
BESN F (35, 56%); IPA M & U ¥ 5 1 B & %
(73.58%) , HZs i LV RE Sy 32 (21, 15%) , kxR
AA B T4 512 W, 36 R AR 5 50 10 1F R o RS

IT RN A . T 25 1 Y BE JE X6 il I 1 52 el o AN [R) F
FERREAFAE AR R B Ik PRS0 B B 55 I O = BE
25 T B 7R TS A5 22 T AN A B F 9 A O X —
U XoF 50 I 17 0 A (5 B

S 5 K 2 T8 bR 5 T FE A AR L bR 4 L B
A% A A b B 0 B A5 AR S R b b AR TE
St AR IPA B B 20 40 M 31 B0 I 2T 48 1 /K F
WEE T SPA B XA HE S IPA B # 1Y R AE K
S BTG M AR BRGNS A L SR A I
AW AE SR A A A bR 22 R BN Y, 4T
2 T T B5ORN I 21 A 1 K COF B TR T RE S Bk T TPA AR
S F 1 SR RE SN, B R 1 AR A (X — &
Wi B — L Rk, IR YT WS 43 B & B, SPA
HBH 2R FHPTE IR IT Gk 37 M) 4 LU F R IB YT
MEERIRIT RmE . IPA B W 2% 5T B W 259 1)
BRARIT I IR R B BT . S5 AR s M
Fo AW ST 7636 97 R W L RSk B o iz AR
ANTFIF 5 AT RE R AR 2 B D0 L 2 T R IR R YT 4 00
M RIS [ IR T O 58 . SR T . Bt L 1 245 ) 7E il fih 2%
BB IRIT B 0 M R T AR, LAk, SPA
S TS A A K 2 HUR 2 51R 9T IS AR 8 I
I BE . TPA G Y T D) DS 17 7™ 3 P B 0 G 328 4R
AN 5L FB 4 B T AR B I A E

£ LR S IZ B ST B AL T G T i it B R I AR
AR S FRAE LA AR YT UG M TR A DL i, R4 5 H b
FEA AR AL AR AERE gy b B AL T Ry A0 L
SR O T S 6 R A 11 AR L0 RS [R] 288 8 1 ol 2 114 %t
oo ARRMBEFET LU TP REEA & R ATl
FEIG I 4r F AW 2 E MU DL AR A A R IR 97 T %6 LA
LRI =N

(5% 2]

(1] W RO MR, . 220 (51l 25 4% & I 1k il th 550 1 3
e PR AR i L 0. H I i 85 2% 35, 202446 (7) . 770-777.

L2 BRI . 15 2 T 5 i 5 O 12 28 1 il i 2 509 1) W 479 2 e
6 R 28 Ll RS AIE B e IH [D . ¥l 3 K 4%, 2023.

(3] ¥ gie. /AN [ 245 200 i py 25 9 S8 25 1 DR 4R i R ol 4 55 Mk e 1 7 R
2 Wt K Bt U P ¢ fE 6 I PR 5 [ D). WV K 2%, 2021.

Cal WA W1, i it 2 G 09 1 PR 12 10 BOIR Be R e [T ], AR BE %, 2015,
21(12) :19-20.

(5] ThJRE, T, {2 28 1 i ot 25 s G 0 o7 s TR () ). 1 K 5 08
A7 ,2020,40(06) :1584-1589.

[61  ER 05, 52 T30, 45 19 1 il i 25 A 0 Vi 2% 6 00 #) A9F 50
JELT]. AP 22 BE 2441, 2020, 41(2) 1 147-149.

[7] Moura S, Cerqueira L., Almeida A. Invasive pulmonary

aspergillosis: current diagnostic methodologies and a new

molecular approach[J]. Eur J Clin Microbiol Infect Dis,2018,37

(8):1393-403.

(F# 1166 7))



¥R R ORE M F RS

2024 4F 10 H 55 19 B4 10 31

* 1166 - Journal of Pathogen Biology Oct. 2024, Vol. 19.No. 10
[& % 3#k] [J]. Internat J Cardiol,2016,202;311-321.

[1] Moo, 6 D0 25 VLR 5 T 1 2 P X 2 22 [10] Basavalingappa RH, Arumugam R, Lasrado N, et al. Viral
HER /I U P 7 238 10 1 JE B LRI [T . op R 440 TR RO myocarditis involves the generation of autoreactive T cells with
DR 22 RIS T Ly g 1Y . 5 ZH 28 ’
2022.26(20):3184-3189 multiple antigen specificities that localize in lymphoid and non-

(2] W, X0meate. JLEEY R BLL QLG 25 W06 )7 s M XURS: Fsemi [ ]. lymphoid organs in the mouse model of CVB3 infection[ ] ].
BB LR 4455, 2020 (4) £ 227-230. Mol Immunol,2020,124218-228.

[3] Zhang Y.Zhou X,Chen S.et al. Tmmune mechanisms of group B [11] Lasrado N. Mechanisms and prevention of coxsackievirus B3-
coxsackievirus induced viral myocarditis[ J]. Virulence, 2023, 14 induced myocarditisLDJ]. The University of Nebraska Lincoln.
(1):2180951. 2022.

[4] Yip F,Lai B, Yang D. Role of coxsackievirus B3-induced immune [12]  Basavalingappa RH, Massilamany C, Krishnan B, et al. fl-
responses in the transition from myocarditis to dilated adrenergic receptor contains multiple IAk and IEk binding
cardiomyopathy and heart failure[J]. Internat ] Mol Sci,2023,24 epitopes that induce T cell responses with varying degrees of
(9).7717 autoimmune myocarditis in A/J Mice[ J]. Front Immunol,

(51 JAAPGE.BRIAZE. MIRNA {5 [ B et 0L g6 R Gt e (1], ZOIT.8:1067.

AT AL 22,2023 (10) : 1562-1568 [13] Stoffers B,Bacmeister L,Bracuninger H,et al. GPR15-mediated

[6] Rasquinha MT, Lasrado N, Petro Turnquist E, et al. PhIP-Seq T cell recruitment during acute viral myocarditis is associated
reveals autoantibodies for ubiquitously expressed antigens in viral with improved virus elimination and outcome[J]. Card Res,
myocarditis[J]. Biology.2022,11(7):1055. 2022, 118(Supplement_1) : cvac066. 127,

[7]  Sur M, Rasquinha MT, Arumugam R, et al. Transgenic mice [14]  Tschope C, Ammirati E, Bozkurt B, et al. Myocarditis and
expressing functional TCRs specific to cardiac Myhc-a 334-352 on inflammatory  cardiomyopathy: current evidence and future
both CD4 and CD8 T cells are resistant to the development of directions[J]. Nat Rev Cardiol,2021,18(3) :169-193.
myocarditis on C57BL/6 genetic background[JJ. Cells. 2023, 12 [15] Zhu H, Galdos FX, Lee D, et al. Identification of pathogenic
(19).2346 immune cell subsets associated with checkpoint inhibitor-

. - - . Cmar

[8] Sur M, Rasquinha MT, Mone K, et al. Investigation into cardiac induced myocarditis[J]. Circulation.2022.146(4):316-335.
Myhe-o 334-352-specific TCR transgenic mice reveals a role for [16] Saeidi A,Zandi K,Cheok YY,et al. T-cell exhaustion in chronic
cytotoxic CD4 T cells in the development of cardiac autoimmunity infections: reversing the state of exhaustion and reinvigorating
[7]. Cells,2024,13(3):234 optimal protective immune responses [ ] ]. Front Immunol,

[~

[9] Massilamany C, Gangaplara A, Basavalingappa RH., et al. 2018,9:2569.

Localization of CD8 T cell epitope within cardiac myosin heavy

chain-a334-352 that induces autoimmune myocarditis in A/J mice

(R EHY 2024-06-20 [EEBAHY 2024-09-01

TEREREREVEVENERERETETVERVERERE VLR RENENETETENENE R VN RNENERETERE L RERE RN RERERENENENE RN RN RN e v

(k31161 30

(8]

9]

(1o]

[11]

[12]

[13]

[14]

[15]

[16]

[17]

T, BRATAR . 25T M AF . T O IR R B ek e ()], rh AR
PR Bt % e 2 2% 75, 2016, 26 (16) : 3835-3837.
WARWI. R A A R A BUIR R TR LT ], 2B, 2015,
21(12) :19-20.

FOUAR Bl 45 Bl O A2 R A AT LD . I R A B 2 2
#,2015,8(12) : 72-74.

JE AR AL AL 49 ) B R 4 I R A3 AT L) . o [ AR R A
Zi,2018.,28(17) :123-125.

WP Ll R L S 55 {9 Il R T O A4 I R & CT 3R B4
Bl BE2p i 5 2 2. 2015, 25(6) : 998-1001.

FEVL 5Kkobk. 58 ol B T A AR 0 I DR R B TS R e R
FrlJ] INZREE 2 ,2015,55(10) ;45-47.

JEI IR AE AL . A9 {5 I BT BRI R A B LD ], T T AR R
2 2%7,2018,28(17) :123-125.

G305, AR 2R I PR R A R G B R R A AL D]. %%
BB R, 2019,

Chong WH, Saha BK, Neu KP. Comparing the clinical
characteristics and outcomes of COVID-19-associate pulmonary
aspergillosis (CAPA) :a systematic review and meta-analysis[J].
Infection,2022,50(1) :43-56.

Ledoux MP, Herbrecht R. Invasive pulmonary aspergillosis[J]. ]
Fungi (Basel),2023,9(2):131.

[18]

(191

[20]

(21]

[22]

[23]

[24]

Singh A, Sadia Tomo U, Dodiya M, et al. Clinical,

microbiological, serological and radiological profile of patients
allergic  bronchopulmonary

with mild-moderate and

aspergillosis (ABPA)[J]. Cureus,2023,15(9) ;e44662.

severe
Heylen J, Vanbiervliet Y, Maertens J, et al. Acute invasive
pulmonary aspergillosis: clinical presentation and treatment[]].
Semin Respir Crit Care Med,2024,45(1) :69-87.
Teng GL.,Huang Q. Xu L,et al. Clinical features and risk factors
of pulmonary tuberculosis complicated with pulmonary
aspergillosis[J]. Eur Rev Med Pharmacol Sci,2022,26(8):2692-
2701.
e AR TR TG S R H M M 4 A Ak s R 1 i i B B
5 CT 4 #r[J]. B2, 2016,23(1) 1 24-27.
P, 20 it R I R R R BUS F 3 4B ) ). R A S
2% ,2013,25(3) :335-338,341.
it I8 S SR B AT . AR ST B o R e 3 T A i it 2
TS (9 8O % L A3 B [0, KBEAE . 2024,9(11) :5-7.
IO5 PN VR S AR A R 2 08 B A O 43 22 4 i it
B WS W R U S B D], e R AR 2k L 2024, 29 (5) : 649~
653,664,

[ E#T  2024-06-05

[f&E HHIY 2024-08-27



	2024-10

