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EE 28MIVUFY -7 X (SLE) BETUREIBEEXTOA FXRENHHOZELH Y, EL2DAH
FRBREZEHLPTV. EL4EZ21—FL X7 1 AR (PcP) PEEbh, [EXMa%E (BAL) #»
WITEh/ASLEBE 156D > 5, PcP LEWEh/iz66l& PcP PETE S N7 9 BIDERK S & LLBIRETL
7=. PcPBITIL, FEPcP HIEHE L TMiFKL-6 BELUVB-D-FILHHEREICERL TW55, LDH ICIE
HEEN Eh -7, SLEFEMEDIEETH 314X 1gG (4 PcP DRZMDEEICES k-7~ £6ITBAL
R OEHRE, U NERESENERICH oD, PcPBIEFEPCPRIE DREICE.RESOEH -1 KBS
CT LOUXAMT AT AR Pa02/Fi02<200Torr DEEDEFRILEE (L PcP T R5h/. SLE
BETHB-D-TIVH > E KL-6 D PcP DBMICERATH D Z EPTRBREN T
X—J—F:28U¥IVFTII—T X, Za2—FL X7 1 AR, [EXZMREE p-D-JILH>
Systemic lupus erythematosus, Pneumocystis pneumonia, Bronchoalveolar lavage,

B-D-glucan

#

Ly < F—F A (systemic lupus erythemato-
sus;SLE) T3P DNAffkZIE Lo L3 54 DHC
PR RON, WWRBRRETEOEE LRI ENA T
%Y. SLE BETIIRITEREARA T4 FR iz %
FEUNCIRATAZ &80, e o HREYYE %
AP LR LA L SLE H s — Pl 28 <o it i
M7 EOMBEZ KT I &3 5728, SLE (MK
S0 0 RIS % 4 U734, SLE Ol & gy
i & DR AR EE 23 A% WD

—2—FY AT 1 A% (Pneumocystis pneumonia ;
PcP) BEBO—HTH 5 P. jirovecii i & 5 NiliEGhE T
HY, % ORAEMBMEREAEIREICD 5 BEITHIE
55V, PcP IFERIRME LWL /O A Tid, BRI <
ARG S, o> H A ALEGYE & O AHEETH 5 2
Eh% v, F72PcP CREELRTFRAEELET LI L
B4 <, TWOBNIHMN LR ER LD 5
720, BHEPOEMRZRVLETH L. Sk 4 TE
IRIIC PcP 238Eb i, S ZMiNadkd (BAL) O#5E,
PcP L #BWi & N7z SLE & & PcP 5B & S N/IER &
R U CHET L, SLE SEBIIC BT % PcP OWHEZL %

)

T160-8582  HULUHRHTAE X AR IR NT 35 Fr it
B HE SR PR - FR T 2 A B
(ZA AR 1841 H 13 H)

Wi T IZ DO W T HEEE L 7.
xR

2000 4E 1 H 225 2005 4 4 A £ TORIZ, PcP OA1BE
MEEb, BEEREENF TR Pk (BAL) %
MifT L7z SLE B3 15 Bl a0t 4 & L7-. SLE OZ#,
KEY 7= FEEIT K B (1997 FUET) 12X
DiTo7z. 2TD5H BAL OFERED S, PcP & #lish
7266 (Bk3E, LM3h) & PcPHE, PcP A E
ENzopl (BE26, K78 ZIEPPREE LT

B &

PcP OMEZEZ WL BALIZ X V475 72, BAL & 50ml
DOAEREIFKEZFEAL, BINT 2 L% 3BNET 5
e[ 2 )7 T o 72 BAL IR P #7213 8 X T
TU7225, BIATHIBE NG % & 2l S 7z B o AL aR
DI - 7272, 4 B CHIAT LAz B L 723
i (BALR) 37— Eigd L%, Mz le Ll
7o AMENEE OB X D MR 2K L, Diff-Quik ¢
futh, MMM 28R Lz, P oLED» S BFER
Ve L, Grocott#ett F 72134048 (Fungifluor kit® ;
Polysciences #1) %47\>, P. jirovecii D¥¥ % FEW§ %
Z & TPcP DFBWEATo 72, P. jirovecii ZiBDHT, E5H
ZRERR S8 T b B O ST G # % & O PcP 12§ %
R Z T D TR T 5742 &, PcP DAL BN
Ez oA, PP #H™ELT.
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Table 1 Clinical profiles of 6 SLE patients positive for PcP
No | Age | Sex SE]eEa(rl?aagf;igis Treatgleeg;igi SfL }E))Cgefore Other manifestation Treatment for PcP Outcome
1 67 M 4 pulse methyl-PSL (1,000 mg) lupus nephritis TMP 960 mg/SMX 4,800 mg | improved
followed by PSL (30-60 mg/d) | CNS lupus PSL 80 mg
over 12 weeks
2 36 F 12 PSL 30-40 mg for 8 weeks pericarditis TMP 960 mg/SMX 4,800 mg | improved
followed by PMD 300 mg
PSL 80 mg
3 37 M 14 PSL 60 mg tapering to 35 mg | lupus nephritis TMP 640 mg/SMX 3,200 mg | improved
over 8 weeks anti-phospholipid followed by PMD 240 mg
synd. PSL 60 mg
4 56 M 6 PSL 60 mg tapering to CNS lupus TMP 960 mg/SMX 4,800 mg | improved
33 mg over 8 weeks PSL 80 mg
5 34 F 7 PSL 45mg with intermittent retinopathy TMP 960 mg/SMX 4,800 mg | improved
pulse CPA (700 mg) colitis PSL 60 mg
6 38 F 6 PSL 45-60 mg with intermit- hemophagocytic TMP 720 mg/SMX 3,600 mg | deceased
tent pulse CPA (500 mg) synd. followed by PMD 160 mg
lupus nephritis PSL 60 mg
PSL: prednisolone, CPA: cyclophosphamide, TMP: trimethoprim, SMX: sulfamethoxazole, PMD: pentamidine
Table 2 Clinical profiles of 9 SLE patients negative for PcP
No. | Age | Sex Treat‘ment for SLE befolrg the Diagnosis cher . Treatment for lung disease Outcome
onset of lung abnormality manifestation
1 39 M | None 1P nephritis PSL 30-60 mg improved
35 F | PSL 16-20 mg with intemittent 1P CNS lupus PSL 30 mg tapering to 24 mg | improved
pulse CPA (500 mg)
3 29 F None 1P nephritis PSL 60 mg tapering to 23 mg | improved
pancytopenia
4 42 F | None IP nephritis PSL 60 mg tapering to 30 mg | improved
hemolytic anemia
5 58 M | PSL 4-10 mg 1P nephritis PSL 60 mg tapering to 20 mg | improved
pancytopenia TMP 320 mg/SMX 1,600 mg
6 39 F | pulse methyl-PSL (1,000 mg) DAH CNS lupus methyl-PSL (1,000 mg) deceased
followed by PSL 30 mg pancytopenia followed by PSL 60 mg
7 21 F | PSL 35-50 mg DAH nephritis pulse methyl-PSL 500 mg deceased
aseptic meningitis | followed by BMS 8 mg
8 41 F | None DAH nephritis PSL 60 mg tapering to 30 mg | improved
lupoid hepatitis TMP 320 mg/SMX 1,600 mg
9 61 F | PSL 12-30mg BP hemolytic anemia | PSL 45 mg tapering to 15 mg | improved
pleuritis TMP 320 mg/SMX 1,600 mg

IP: Interstitial pneumonia, DAH: Diffuse alveolar homorrhage, BP: bacterial pneumonia,
PSL: prednisolone, BMS: betamethasone, TMP: trimethoprim, SMX: sulfamethoxazole

Megein i, ARMImEImERE, fFhEkEL U voSEk
¥, I CRP, LDH, KL-6, B-D-Z V7 >, #ifk(C3,
C4, CH50), IgG, L 75 = (CRTNN) B X 0§
A (1 HE) 2HEHL72 BAL#EIC DWW TR, &M
Fa %k, Mfas-m, CD4'/CDS'MZFEMMiEH & L. 7%
B, BD-Zuh B OECL DML F
7o B IR IMEE 0 E (PaO2) & W AREEFZEE (Fi02)
EhSmFELEE (Pa02/Fi02) %Ko, WML
L CHgEB CT At b % 54 L 72.

BAL I $ 2 5-EHH % B &, $XCoORHEE
& BAL fiATOERT O b D % v, BAL #ifT 3 H ULEHi
R BAL [ifTH O b OEFHli G & Le o 72 2 BER

DI 1E Mann-Whitney UMEZH, BEKHEL

5% & L7-.

OEHH R

BB OFIGEEZ, PcP AT 447 3% (34~67 %), JE

B R

PcP BEAT40.7 1% (21~61 %) TH -7z (Table 1, 2).
I PcP BEDOBFZ IS DWW TIE, BAL &5 i ke
(LUF TBLB) O#%7% &5 5, 5 BIAREMM %, 3 5l
ASBERE I, 1 B2 PER % GREEAH) LEZ D
Nz, WMbAolgsskEss s LCid, BEE Ov—7 A%
#K) BEPEL TV BIHN L h o 72h, PcP # & JE PcP
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Table 3 Peripheral leukocyte counts and serum inflammatory markers in fifteen SLE pa-
tients evaluated

PcP-positive (n=6) PcP-negative (n=9)
Parameter Unit p
Mean Range Mean Range
White Blood Cells % 103/mm? 59 29~122 6.4 1.8 ~10.2 NS
Neutrophils % 875 58 ~ 100 79.9 52 ~ 93 NS
% 103/mm? 5.1 29~116 5.3 20~ 115 NS
Lymphocytes % 9.2 0~ 31 12.1 2~41 NS
% 103/mm? 0.6 0~18 0.6 01~17 NS
CRP mg/dl 6.74 044 ~ 1297 3.30 0.06 ~11.13 NS
LDH 10/1 626.3 170 ~ 989 568.0 215~ 1,011 NS
KL-6 U/ml 3,383 2,270 ~ 6,430 374 160 ~ 730 < 001
B-D-glucan pg/ml 282.7 38 ~ 600 7.7 2~18 < 005

Table 4 Plasma and urine parameters for SLE activity in the patients positive or
negative for PcP

PcP-positive (n=6) PcP-negative (n=9)
Parameter Unit p
Mean Range Mean Range

Complements

C3 mg/dl 70.2 27 ~ 110 60.9 14 ~ 111 NS

C4 mg/dl 212 7~ 32 16.2 4~ 26 NS

CH50 U/ml 31.7 12.0 ~ 55.6 29.7 6.0 ~49.3 NS
1gG mg/dl 1,229.6 659 ~ 2,240 1511.2 392 ~ 2,409 NS
Serum creatinine mg/dl 1.17 04~21 1.23 07~15 NS
Urine protein g/day 1.03 0.09 ~ 2.31 1.19 011 ~234 NS

Table 5 Bronchoalveolar lavage cell counts and differentiation in SLE patients with or without PcP

PcP-positive (n=6) PcP-negative (n=9)
Parameter Unit p
Mean Range Mean Range
Fluid recovery % 436 22 ~ 62 53.6 32 ~ 68 NS
Cell concentration % 105/ml 8.1 21 ~123 112 35~ 184 NS
Alveolar macrophages % 29.7 16 ~ 50 334 3~ 53 NS
X 10°/ml 27 04 ~6.2 24 08 ~5.7 NS
Lymphocytes % 55.1 11 ~ 81 46.8 19 ~ 88 NS
%X 10°/ml 39 1.3~70 5.8 09 ~16.2 NS
Neutrophils % 136 1~40 244 1~78 NS
X 10°/ml 1.3 00~49 2.0 0.1 ~57 NS
CD4*/CD8" ratio 0.80 0.36 ~ 2.38 1.01 0.12 ~ 250 NS
HLOBMTHLNPREI o T2, @i R A B
SLE LZWrEh T2 5, PcPERET S F TOHIM PcP #C 16, Ik PcP # T 36112 A I (1 £k 34 £

33 824 (4~144E) TH o7z, PcP#ETIE, & (8000/mm® P L) Z @ 7. HImEkKA (4,000/mm’
MRIERIZ T L F=v'a ¥ 30mg M4 2L EORIE R E 2 Fi) 1%, PcP#E, FEPPH L BICIMTOTHD
FOA FEZRHLTW20x L, JEPcP BT 4 6l A, WEEOMICHEE IR > 72 (Table 3). RAYIMAF
MSLE X L TRIEGRERTH 72 TmidEe iz, ST HERE B X OO EIZOWTY, PPEEEIEPPEEE D
BEHRDOFHNIRZE T > TV 72T Wi h o7z MICAHE R A RO Lol T2 KMIMY) ¥ 3ERICD



616 A I 258

44 (9), 2006.

Table 6 HRCT findings and oxygenation indices of 15 SLE patients evaluated

HRCT findings
No. - — - - Oxygenation
GGO reticular consolidati- cystic pleu_ral 1nv01yed index
shadow on lesion effusion region
PcP(+)
1 + + - + bilateral 73.3
2 + - - + bilateral 122.6
3 + + - + bilateral 2228
4 + + - - - bilateral 155.3
5 + - - - bilateral 258.3
6 + - - - bilateral 170.3
PcP ()
1 - + + - - bilateral 280.0
2 - + - - - bilateral 346.5
3 +* + + - - bilateral 3705
4 - + - - - bilateral 343.0
5 - + - - - bilateral 209.0
6 + - - - - bilateral 328.0
7 - + + - - bilateral 336.3
8 + + - - - bilateral 442.0
9 - + + - + right upper lobe 2725
*: unilateral

WTh, FBRIC 2 BEMICEEZ RO R ro72.

PcP #1213 1L i% CRP 25 Img/dl BLF D e B A% 2 61 B
D, $7-HPPHLEOBMTHEELZRD o7 I
% LDHZPcP B, EPPHE D 1IHBT OB TL
ALTBY, MEHRICAREEZROL2ro72. KL6 1T,
PcP #ETIIMA L 72 2FITEHIC ERLTE Y, FEPcP
LB LTARICREMEZR L (p<001). B-D-7 IV
H OV ThH, PP HTIIEFTEWICERLTEBY,
JEPPHEL IR L CTHBEICEMEZR L (p<0.05).

SLE OIE#EIE O TH 2 #ifk (C3, C4, CH50) (2
DWT, PcPHEEIEPP BEZ LR L 724, WHAERICH
HAEEROR o7z (Table 4). F MM REORE L
L <, Iy IgG Z&Fli L7225, i Y PcP # & JE PcP
oM THEEZRD R o7z, BFEE OV—72AF
%) BEMHTLEENS D o72720, CRTNN B L U—
AREHZFFMI L7225 PcPELIEPPHEOBTH
BETRDR o7z

3 BAL

PR O M, PcP BT 436% (22~62%),
JEPcP #C536% (32~63%) T, WMEMIZEIZ L H o
72. BAL i OBAKLEIZ O W TR AR TS 2 380
7275, PcP Bt L IE PcP #E & OMICHEA T 4 H o 72 (Ta-
ble 5). BAL T DY ¥ /SEkEB L UHZRIZOWT D,
PcP AP OF IR < BE % & 2D > 7225,
QMM CHELREZRD Do, T72BALBAF O
HEREB X LRI DOWT b, [EEIC PcP ABE 0 A #E
W Bl & BENICH - 7205, 2 B CHEA

Do YUY Ty b (CD47/CD8 )
22T, PcP OAEICHFRRL, MELLEMEET
WEHDENKEL, 2HMICOAERELZRO R 72,

@hiteF1brE

PcP B Cld 46T Pa0,/Fi0.<300Torr &, EEFHALE:
EEED, TDO9H B 46T Pa0,/Fi0,<200Torr O i
DERFEALEEEN L 517z (Table 6). ZZxt L, JE PcP
#Tix, PaO,/Fi0.<200Torr T& - 7=EBIE 1 #1 b %
{, 61T PaO,/Fi0.>300Torr Td » /2. BEFEL#E
WZB L CTid, PcP BED A9k PeP # & bR TH EIK
TLTWwW/ (p<0.001).

OIS

APl 247 - 72 SLE &3 15 61> CT B i % Table 6 12
RL72. PcP BEDMER CT TIZ&EBITHRIH OO T AT
DHIAREEZRD, 20955 1 HITREREE LT -
Twiz, 72 3BITRKREE 2 3807, 2x LIE PcP
HTIE, §07 I ABEEIIFATEADLZOATHY, 9
H1HNERHIETH - 72, TWEDILA D IZDOWTIE,
WVENi & W L7 1 BTl EEEEN Th - 7258, Ml
DIEFITIZMP Y T AEDGA AR S N7z,

PcP L # W S /- &f25 ST &4 (8~12g/H ) 12X
HIER " 2T 72H8, 3B ENENPLMBRIRA, FEBh,
JFHERERE 2 LIk DV RV & IV VICEE SN (Ta-
ble1). 72 PcP OB TRIERZE AT H A N5 60mg
PLEICHR SNz PcPEDO6BIDS B, 16175 PcP 1
YEL72b0D, 20, FEEAHOIFRALED -5
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T L7z %55 BNIBAEDIRERFTH LA, Z0H%
PcP OFFIEFEDO TV R,

JEPcP #ECIE, MBI EBZH SN 3FDI 5, 2
BIAFEILE L7z (Table 2). JEPcP #icxt L Cid, 3BT
ST &R OFHiMiksS (4g/H, #A2m) »fibhiz0
ATHo7z FEL7220%BRT, &BIH 6 E A
TUA FOMBRETHERLTEY, ZoKE2LLD
PcP OB oz b D EZ B/,

z B

PcP 3 REAEBE AL HMROhTH iR d B4
bOO—DOTHY, KOOI TIEHRIERE (FE AIDS)
BEICELZZCEFAEMZOK40% 255 L INT
W5Y, SLE TIZPcP 213 Lok § 5 HMREYZ &
PEL 3\ —7, SLE H s i — i 4 <2 i g 1 i 7
EOMHER KT Z DB D720, MHEOEMNAFIEIZ
%5 EN% v, LA L SLE B3 TPcP AP EED
N, FEE PP TH o 72IER & PcP 23EE S N7IERF D
IR % LB L 7 it i3 e e,

PcP B % TIE, M A b #i4 < LDH X CRP @ I
ADBROEND ZENLZVD, TN 51 PeP IH B 7%
Tl <, %72 SLE HADIEH) %R SLE (245 fifi

Bl TEATEIE LS. SHOKETDH, PcP
BEL IEPcP B AT CRP & LDH (X IEHfili & # 2 T
WS, WEEOMICHEZIZR L, SLEEEICBITS
PcP DZWICH LTI CRPR LDHAAH TR WS
AR E N,

MFEH D B-D-7 V7 ¥ IR ERFFED <Y — 1 —T
BN, PcP OFEL ML, BB HE RO H E I
HFHTHHZEPMONTWSY. SHOKE T PcP
BRI cEMHICEA L Twizowcxt L, JEPcP #
TR 2BIDEE LH LTV DATH o7z, Lo T
SLE BE 2B WTH, BD-ZVH i3 PcP DB Wi
OTHHTHDLEEZ LN

KL-6 il LztgEn~<~—7—Tdh 1,
PR 2 IR MEN R A B Wi 5 K, FFRE L 12 LDH
FDLAEBIENTVS EMEINTWDEY, FBK
WIADE L 72 BV 2602 BT B MR TIid, KL6 &l
W (%VC) B X OMidLHEE (%DLCO) & DMICH
ERAOHMMPRD 5N, FD—FT, PP BET
DKLV EATAHIENMESINTBY, PcP DFBW

WX A HED R E TV BN SRIOMETIX
JFPPEEDH L, BEMEM%E 2 MéhtzWTKL6
DILAZBEDZD 0D, MICEMEL R LIEFIX 0>
7o, THUSRTEMERROWEEEDMK 5 272 EE 2 5
h, SHoERE% S o TSLE &6 L 722 B %0
ZWIIBIT 5 KL-6 0OFABIBESNE D OTIE LW

BRI A

EEzohb. —J, PcPBETIZAHTKL6 OFWH %
FERAPRON, WMBEEOMICIZAE =2 RO 72 PcP
T KL-6 2 RIFAYICERIT L 2 72680 ClE, PcP OBEL%
(2 KL-6 2SIEF#PANICEL TEB Y, KL6 O LA A PcP

WY b EZ SN Db X D IFIIREDE(L L /2
SLE B# T KL-6 O LA S NG, B
RKELBDIZPP OEPEZETHRELEZ -

SLE OEEEDIRE L L THifk (C3, C4, CH50) #°
KTFT2ZEBHMOENTWES. SHEOKETIX, PcP #
LIEPCPREL ORICEEZFEDT, PcP OFHAE L SLE ©
L E OFIIZH S 2L BRP 2 Wb D EF 2 7

LR OME T, BAL OBKEART P, jirovecii D
BT 2RO VEA, PP IIHEN EE 2720, G
Rtk < 3 BERFOR THRBR O ST A8 %2 & T E B IS
DS NTHEBNE, BROERIMBELTH - 720 REE
BEZ, BNOWNGRE Uk oz, Tex D72 Grocott
etn, dOURtnIL, BERIETE (PCR) & HARD LI&EE
BRRLELHOD, WINL B, B
OHAZMEI B L ENTWVABY., DI Lhb, SHEOK
ACHEMOMELHERRERZD LICPPE2HEELZS

LIENTHDEEZT.

PcP CIX M RET LA 521 5 ENRIC T, KEE i
JEDNEETH LI EDBHMOLENTWEY, SHOKEHTD
PcP B CHRFLBEE DA RISEHE TH o /2. WEREEEIC
W L CEEOBFILREZ R L T 258 I3 Rmn
\ZPcP 25t RN& L& 2 5/ 4lid BAL %t L
ZTREBI D A% Mgt U728, FEBR DR Tl E A 2 10
AED720 BAL ST CE R WEAELH 5. SO
WS, BD-7 VI v % KL6 e 2 ” §RERI Tld, ST
BRI EDORBCHARAN ERETHDLEEZ LR

SLE BHIZAZ ) == NI BAL & iifT L7z & 2
%, P o M2 BAL Wi oMz %k, CD4"/CD8"
B WL OO, ) USEROMEB L ORI L
TwhtHiEIhTwa?., §4b5SLEHMBKICED
BAL OMMR SIS EALE LD L E 2 5, SHO
i T3 PcP OA PO A HIZR % <, BALH O
Mg, v v skt #RD7. Lzd > TSLE
f% BT, BAL H OMIEE S £ D4 Hi i PcP @

MCEA L CITER TR WZ EAURIE S 7z,

PcP WG R & LCid, WEB XM EOO T AT
DA AREER, CT oMK % 753 Hili B i i
AR EVPHMOEN TR, SO T, PcP B0
EBIACT EMI T EFANDT Y S ABEER LD
WKL, EPPHTIEIBDOATH 7. 72 PcP #f
DO 1PN HBEEOBRIBIER % 8072, & {12 AIDS IZ&
PEL 72 PcP OJERI TIZHBERNB O L T2 MG S hTw
BN, SRS L 7ZEF ORI Sk d 5 729, PcP
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B 3BNMAK I A B 720%, IO TId PP
THARKEZEDLZ LIV nwEE3NTWwA. SLE
TIEME 2R DR 7 E OB KD GBI L & ST
BY, SLEBRHFICHRCT #Eifr L7z 2 A, 17% DIE
BICHEE 230 RICRE 2RO 0HEd H
%7 LK % R 72 ERI T D SLE (24 ) HliE
WWEDEG LT H 5 L E 2 5.

SLE OJFRIIMDTEHTH Y, MahEE LT
Walgs, BPREENG S, B, ez &% < 0%
RAMENT WD, i BN %, Wi i,
MERIIMHE X MTOTEAMORELEL, B0 H
Pre SO BN EII R 5 Z EHS . WS RbE
BHED 72> SLE B#H I HRCT #iifT L7z 25, 13%
DIEBNZT AT A EROLOHmELHD. L
7235 CSLE BEDPWE X ML F AR R EDOR
HEELZZELTYH, WG ROATIE SLE OifZe
PHFMABEOENIREE Z2 5Nb. Z0X) BiE
Blicx LCix, WEETHNIEBAL ORifr& & BT, B-
D-Z W R KL6 DWEDITIRE EHER b

Ji4E SLE \CAE$ % PcP OMASHE S hTw by,
CHIEHBWIE DM L ) PcP 2SHIFEICBRI S L5 &
I ofzZ b, SLEICHLCRITREEATAL K
REBEHHFEON LAV 22720 E 26N
%%, PCR k& HWi-ad i, Wiz & ok g
BHD 18% THINIZ P, jirovecii ® colonization % 788
THY, LR EAT O, P58 hTwaH
BETRHEETH - eE SN TWEY. SHlkE L7z
SEFITYH, PeP#HOEFITFL F=vra » 30mg/HLL
Lo b TwizAs, FEPcP BETId 4 BIARKEG
WTholz. —7, SR LORIEH I PcP % 5
HET AIER S M SN THBY, SLE HIRIZ X 2% 5 kg
PEDFERIC R > Tz EZ 5N TWA?, DL Eoih
S 4 Es L7z PeP BT, SLE W33 5 sa e il
ik & SLE BARIC & 5 5y gt & o3 2558 e 12 B 5
LTwWdbonb#Ez bhiz SLE BH Tl
AR S0 DR EIC X B RIEREDIRT 2 S 4 DIRGAE
WCRB LRI WP, L7zd> TSLE BH T, ks
THITKEAT A FEGEHO-ELD S, KD EER
BGTH 2 BB TRELEEZ N

%

PcP D b iS22 Wrid, BAL % Jifr L CoEdih
DEFZANTLIETHLEINTVD. L LER
ZIE, BMBIFRAEOMEITRM A DG IHER &5
BAL Oifr W2 d £ v, SHOWE A5, B-D-
77 v & KL6 % SLE H 2B 1T 5 PcP DM I
DTHHGIEEE 25 2 EHURR SN2,

44 (9), 2006.

HRE P, jirovecii DHOEHM 2 AT L TV Iz Wz, BIE
FTRRFEFEBRE S - 54 NP EO/MRIEBIAE IR
W LET. FAEELRIRAT VWV EERAKRY:
PREEERIME - Y - ) 7 < F RO TFIE NS TR 7
LET.
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Abstract
Clinical features of Pneumocystis pneumonia in patients with systemic lupus erythematosus

Sadatomo Tasaka, Naoki Hasegawa, Wakako Yamada, Fumitake Saito,
Tomoyasu Nishimura and Akitoshi Ishizaka
Division of Pulmonary Medhicine, Department of Medicine, Keio University School of Medicine

Systemic lupus erythematosus (SLE) is often associated with various opportunistic infections, particularly
during treatment with corticosteroids or immunosuppressants. We studied the clinical characteristics of 15 pa-
tients with SLE who underwent diagnostic bronchoalveolar lavage (BAL) and compared 6 patients with con-
firmed Pneumocystis pneumonia (PcP +), with 9 patients without Pneumocystis pneumonia (PcP —). The serum
concentrations of B-D-glucan and KL-6 were significantly higher in PcP + than in PcP — patients, whereas serum
LDH was similar in both groups. The serum concentrations of complement, a marker of SLE activity, and of IgG
did not predict the presence of PcP. In all patients, the overall cell and lymphocyte counts were increased in the
BAL fluid, without any significant difference between the PcP+ and PcP— groups. Ground-glass opacities on chest
computed tomography, and oxygenation impairment (PaO2/Fi02<200Torr ) were more common in PcP+ than
PcP — patients. We concluded that, in patients with SLE, serum B-D-glucan and KL-6 might be useful in the diag-
nosis of PcP, particularly when severe hypoxemia precludes BAL.



