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HdHbH. SAA X CRP & UL IL6 7% & O RIEMES 4
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ML, Bl TH L ERESNTVDY.
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HIEEATH D, CRP & Mk L C RS R B - < i
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154 patients were assessed for eligibility |

82 violation of time schedule
6 patients did not meet inclusion criteria

| 66 were included in the analysis of the clinically valid population |

| MFLX was effective in 63 patients | | MFLX was ineffective in 3 pati |

I 5 non-curative cases

58 curative cases
28 without comorbidity
30 with comorbidity

Fig. 1 Study profile.

PCT #(Hi L §5 2 L THHEEOMHEZ HEITHS
FTIENTELLEOWMENH LY. LarLl, Wwihofl
HHARIN PRI R EZ R L Lmaizd i, F-%0E
P~ — A — ATl Hhil 95 0 tE RN A 8 R PR &
BE 3 HEHZFRUTE L2200 TOHED DRV,
PR S, Hai3hbkifirhiificowTRIENE~ — 7 —
UEL, FERBHEIIBWCHIRREZIT ) EAE TS
LR E L COFMMERMRE L.

MREMRB LOFHE

2007 4£ 10 H A5 2009 4- 9 H £ T2, ERERKF
B L OBERERE 13 Wbt oMk iF k222 L7z, 4t
KR RE 2 AT A2 GEeRii%d &)
154 Bl Z difesdk L7z, BOLVAEI M) —F /02T
HHEFT7UFY Y v (moxifloxacin : MFLX) 1 J1]
400mg % 1 H 1 Wm#EO#HS- L, WaEZRR Y &5 H,
Ye5-Bgh 3~4 HE, 7 HIRIZEHM 2 47V, {6 HAE2S
ER S NTRE IS 2 # T L Ok 14 HE$S).
RIELE~ — B — DFICOVWTIE, ZO%HATHIRGH
H, #5503 ~4 0%, 7HRICEHITRETH - 72
FEBI L L, ST R G I A% I 1256641 & 72 - 72 (Fig. 1).

i & 35 Wi Bk 1L,

O 37C UL, WBC 9,000/ul BLE, CRP 05mg/

dl DLk
@Mk DOBEIN, MR, PR, B, M, R
% W7 &

@MER X M TH 72 225
DHHEIZOWT, OT12UE @T12UEE@DH
HziiZzybonk L7

BRpp ik, JefTHCG-3EH T RTINS, #O% /o
VRVIEIED HWIET VA< A ¥ (azithromycin :
AZM) PMER STV 256, FREEEN %S, WMZIET
ABEDLE L I & nzhiige, VAEI MY —F 0
OGP ESTHHEHELE L. FENMTPOR7-7%
AT HA Fd 2\ IZEMIHISE OB IR, (RERLG
B\ HP T T 2 B LI 28 R FERE R EPURR TR 7 & OB WIS
Fo TR BW O - 7R S B L 72

B, REKRWIZEOFERIEL Y, BE 73RS
3 L CEERTZE BB L O hE:, P sh 3% B
L OfERER L1conT, FHICEE FEL CHaBii
L729 2°C, HHBBIGRHNICARERERIIZEND SN D W T
BEFZEIRFEZOHREECX 2MEELHICLE
7z.

1. R B

MEREBNZBIT S, BEER, MFLX %5 7 HZIC
BU DA, BIER - 24t MR % Sl L7
MFLX #¢5- 7 HIZIZAH R B 5 WL BER) O 1 & 17\,
HRPNSO W TIIIIR R G- 2T L2255 28 Hi%
WEIEHE A AT, [RER] & R 376 120
L7z, ZhPhofHEs, MFLX %50 H & 3~4 1
He 7THBOKRIEE~— 57— (WBC, CRP, SAA,
PCT) DR L&A Grflidthd) %L 7.

MFLX 57 Hi%2B17 5 [H%] oL L T,
DT o R ekt 4 HAk 3 HE &7z L6 %
[H%Zh] LHBrL, Zhbsbz [Esy] & L7

Ofp# (37TCLULT)

@ WBC O IEFAL (9,000/ul BLF)

3 CRP DD 30% LLF~OKT

@HEB X #RH R OW] S s

AHRPNZBWT, FUNERGHT A5 28 HEIZBIT
BRI E A ATV, PO S G0 TIREIZER - P FL A
Kb WFYHEL, POMEERGHTHE»S D28 H
BT - AR, PIREIC X 2 HIHEIAET
HoERE [EE] L L, Zhliz [EEed] &
L7z, FBBEOHMIEEL LT, MEERGRTHEDLS
220U, TRE2EHO Y bENFN1HAM L%
FORDIZHDE LT

MR 37C L L, WBC 9,000/ul BLE, CRP 05mg/

dl bk
@Bk OB, MEvEYE, PR, BIER, HE, E
%, W

BHETRITOWTE, MR, Fln, SEaERE - S0HE,
MFLX $5-Bliaai O Pui SEGaE (EH%, %55,
1 H¥eGa, #5001 ZEiZonTiEL 7.

HHZE R IO W TIE, MFLX #) #5511 2 99,
PR, M % PRI, SR O 5B, g 2SI,
PUE M & 920 L 72, Mycoplasma (&€ 5 F ¥ £e4: (PA
%) OM—IN{E T 320 L0 E F 7213 X 7 1M T 4 50k
DIERAZRLELD, 6 —Fx L3753 <
IgM itk (EIA ) TRt b o2 Blifl L L7,
Chlamydophila\x & % ¥4 LA RC.= 2 —E€ =T (ELISA #:)
XD IgG PifkB L U IgA Ptk i< ID 30 Lk
F20EARTMETID 1B ULED EREZRLAZDDOZK
Wl & U7z, Legionella (X JR W HLE AR 1 % » T Binax
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Table 1 Patient characteristics

1 (4), 2012

Table 2 Administration period of MFLX therapy

. - Study population
Baseline characteristics ¥ bob

(n=66)
Sex, M/F 43/23
Age (years, mean =SD) 59.2+18.1

> 65 years [No. (%)]
Comorbidity [No. (%)]
Respiratory disorder

33 (50.0%)
36 (54.5%)

COPD 10 (152%)
Bronchial asthma 6 (9.1%)
Old tuberculosis 4 (61%)
NTM 2 (30%)
Bronchiectasis 2 (3.0%)
IPF 1 (15%)
Diabetes mellitus 5 (7.6%)
Cardiac disorder 4 (6.1%)
Cerebrovascular disease 3 (45%)
Neoplasm 2 (3.0%)
Liver disease 1 (15%)

Clinical symptoms [No. (%)]
Fever (>37C)
Cough
Purulent or mucoid sputum

54 (81.8%)
56 (84.8%)
33 (50.0%)

Dyspnea 12 (182%)

Rigors and chills 6 (9.1%)

Pleuritic chest pain 8 (12.1%)
Laboratory findings (mean =SD)

WBC (/ul) 9,507 £3,735

CRP (mg/dl) 96+64

SAA (ug/ml) 1,145+931

PCT (ng/ml) 0.27+£0.74
Previous antibiotic therapy [No. (%)] 16 (24.2%)

Macrolide 8 (12.1%)

Cephem 6 (9.1%)

Penicillin 2 (30%)
Duration of MFLX therapy 73+15
(days, mean =SD)
Inefficacy of MFLX treatment [No. (%) ] 3 (45%)
A-DROP score (No.)

0/1/2 39/24/3
CURB 65 score (No.)

0/1/2 28/33/5

NOW (EIA #) THMHOboZMMFL L.
HRREVEY —H — 12OV TiE, MFLX 5% H, 3~
4 H#%, 7 HRRIZERILL 7z M sse iR 5, WBC, CRP,
SAA, PCT DMlEZ4T572. CRP £ SAA ST v 2
2EEEE W, e 01lmg/ml, 25ug/ml T
HEWETH -7z, MiEFPCTIE Wako A7 754 b -
75— A A PCT (FEhidE LM A 2w, 001
ng/ml  CHEWETH o7z, FRIEM~— 7 —D%E(L
X, MFLX &5 M HOWMEM%E day 0 & L, 5%
H#% day 1 & L7z, #h®hday 0, day 34, day 7 ®

Duration of

MFLX therapy MFLX treatment

MFLX treatment was
was effective (n=63) ineffective (n=3)

(days)

14 1

10 1
9 1
8 11
7 39 2
6
5
4

FIIENE~ — = DWEMD S, 2R Z DT ORNTH
L7z (Bl LT WBC DZILEREEZIRT).

MFLX 58 H 25 3~4 H# £ ToO WBC Z1L3
= (WBC day 3-4— WBC day 0)/WBC day 0

MFLX &5 M H» 5 7 H# % T WBC &1L
= (WBC day 7— WBC day 0) /WBC day 0

2. WETAIALE

HIEH Mo BB O W TIE, Student's t-test,
Tukey’'s HSD test, Pearson’s test, repeated measures
analysis of variance # W CTHiEL, p<005xHE L
e L7z,

B R

1. BEER N

HRNVERHTREB O BEF R ZRT (Tablel). AR
FENTRES] 66 Bl 5 &, BEA43 6, I 2361 TH -
7z, FIHERIE 59.2 1T, 65 %L Eid 3361 (50.0%)
Thotz. EMEHEBIZ36H (545%) TROLNM, Z
OWHIE, COPD 21061 (152%) &wmdb % <, fHw
TR LW EAT6 B (91%), BEIRIEATS 61 (76%),
BEIBPERSASIE & DR B2 E 12460 (61%) TH - 7.
RBERE DO RRARIE IR, FeED 54 B (81.8%), BXWikAT 56
Bl (84.8%), MEPED %\ TR EIEHE 23 33 41 (50.0%)
4L, ZOEMNITEIFRREE 12 6] (182%), HEIHE6
B (91%), K 8Bl (121%) TH -7z, KB
WA D FI9MEIL, WBC 9,507 +3,735/mm®, CRP 9.6+
64mg/dl, SAA 1,145+931ug/ml, PCT 0.27=+0.74ng/
ml TH o7z, BIEBEEIT-> TOERNZ 16 6 (242%)
T, ¥7u74 FRUEENSHIS, L7 x 2RI
236 BN SN Tz, MFLX O848 50 7.3
HHTHY, €O%hTikdHAHEEHFIE 4 HFE Tk
LEVHS ML 14 HM T o7 (Table2). MFLX
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BRI X B85 7 Hiz OBRBED R E L, A3)63
%l (955%), R3] (45%) TH-72. A-DROP"&
CURB 65" % HJ v "Totd G 61l o il 9 T BE 43 B 2 47 o 7z
A-DROP T, 39#1 (59.0%) »%idE, 27 B (41.0%)
AHEEE T, FIERN 1 BD = o7z, —J5 CURB 65
T, 61 B (924%) HHEEE, 561 (7.6%) AHEHET,
FHREIE 1 BID Beh oz, MELX #5128 2RI1EH % 6
Bl (91%) WZRRDA, WIN LG THICERL
7z (Table 3).

2. AR AR A

MFLX #25-Hi Ol 8 24 B A THUI S - | 2R3
(Table4). MFLX $¢5-1 O W WA T, IR IR
DB 7L 35 61 (53.0%) T, TS 2D R A
B shzzd o2l #l 3l8%) Tho7. T0H b
16 B CH. WM M S, 5 BICHEERRE S KL S
7o, WREOWFUZ, Streptococcus pneumoniae 39 ) & i

Table 3 Adverse effects of MFLX therapy

Adverse event No. of events (%)

Nausea 2 (3.0%)
Liver dysfunction 2 (3.0%)
Diarrhea or loose stool 2 (30%)
Epigastric discomfort 1 (15%)
Total 7 events/6 patients (9.1%)

Patients eligible for evaluation of safety : 66.

b % <, WIZ Moraxella catarrhalis 35 %, Haemophilus
influenzae 75 4 1T - 7z. S. pneumoniae % 7 A ) 7 [
MRS #: 4L 75 H 4 (Clinical and Laboratory Stan-
dards Institute : CLSI) ® 2008 4F- 3T 2684 CH3HT 5 &,
PSSP (=) V&S MENG 43k K) A% 4 B, PISP (X
=) UARESZ N 2 ERE) 232 61, PRSP (NX=3Y
VISTERGRERW) 252 B CTH o7z F72Mm%) 3 BlokH
W22 W, 1H1TDH Pseudomonas aeruginosa 75k
ENTZH, ZDEDO 2HNIO W TUIMIL R % M E T X
oz

3. ARG 63 BFNCBIT S [EEHI] & R3]

D HEHRET - SHIENE~ — ) — D FLiK

FEY 63 BIDOHT, PURIERGHT 28 HRIZHRE L H
B L7ER (GRmHI) 13 58 B, PN SR THH, S
28 H UL T NI IR 25 IR SIE % J89E L TR 2 4T - 72
JEB GRIEETH) 15 6ITH -7z FOFAE L 72k
T IRGYE 5 BIOWNFUZ, Mgk 4 6L ALK 1BITH o
W, T NOFRERRAD S SRMINEEFETE %
o7z, CRPEZIIU®D ETLHEKMEE~—F—1F, &
TR O THAEEIFED U A WD H 5 720,
HIE 58 Bl S HITHAMRBOFEIZL D 28 GREE
BB ED Y 30 B, AR SR L 28 1) 12 TR
HEfro7:. Ll 3HMoOBHEETREL/RT (Tableb).
FEENCE LT, WRIEEHRED VB L 2 LAIOMICAHE
R FROTN, FOIEOUWR], PRI X BHITERO

Table 4 Isolated organisms before therapy

Population

No. of patients

Patients in whom respiratory specimens were obtained 35

Patients in whom microorganisms are detected

Detection of 1 organism
Detection of > 2 organisms
Streptococcus pneumoniae

PSSP

PISP

PRSP

Unknown

Urinary antigen
Staphylococcus aureus
Moraxella catarrhalis
Haemophilus influenzae
Pseudomonas aeruginosa
Enterobacter cloacae
Mycoplasma pneumoniae
Chlamydophila pneumoniae
Normal flora

—
DO DN — DN U1 NN DN RO oo

—
=~

“Patients with detection of microorganism” were those in whom microorganism
was detected by respiratory specimen culture and/or serological and urine anti-
gen tests. PSSP, penicillin-susceptible Streptococcus pneumoniae; PISP, penicillin-in-
termediate Streptococcus pneumoniae; PRSP, penicillin-resistant Streptococcus pneu-

moniae,
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Table 5 Comparison of the patient characteristics between curative cases (with and without comorbidity) and noncu-
rative cases in patients who were clinically improved by a 7-day MFLX therapy

Baseline characteristics

Curative cases

Improved patients

B . ; — Noncurative cases
Without comorbidity ~ With comorbidity

(=63 (n=28) (n=30) (=5
Sex, M/F 40/23 15/13 20/10 5/0
Age (years, mean =SD) 583+18.1 51.6+188 64.7+145* 57.2+229

> 65 years [No. (%)] 28 (444%) 9 (321%) 16 (53.3%) 3 (60.0%)
Comorbidity [No. (%) ] 33 (524%) 0 (0%) 30 (100%) 3 (60.0%)

Respiratory disorder

COPD 10 (15.9%) 9 1
Bronchial asthma 6 (95%) 5 1
0ld tuberculosis 4 (6.3%) 3 1
NTM 2 (32%) 2
Bronchiectasis 2 (32%) 2
IPF 1 (16%) 1

Diabetes mellitus 5 (79%) 5

Cardiac disorder 4 (6.3%) 4

Cerebrovascular disease 3 (45%) 3

Neoplasm 1 (16%) 1

Liver disease 1 (1.6%) 1
Previous antibiotic therapy [No. (%) ] 15 (23.8%) 7 (250%) 6 (20.0%) 2 (40.0%)
Duration of MFLX therapy (days)

Mean = SD 72+15 7113 7417 68+16
Adverse effects [No. (%) ] 6 (91%) 3 (10.7%) 3 (10.0%) 0 (0%)
A-DROP score (No.)

0/1/2 39/22/2 20/7/1 16/14/0 3/1/1
CURB 65 score (No.)

0/1/2 28/32/3 16/11/1 11/18/1 1/3/1

Statistical significance was denoted by p<<0.05. * p<0.05 for comparison between subjects with and without comorbidity. COPD,
chronic obstructive pulmonary disease; NTM, non-tuberculous mycobacteria; IPF, idiopathic pulmonary fibrosis.

A8, MFLX #5 0, MFLX |2 X 2 BIfEH o 4 f,
A-DROP A58, CURB 65 T 538112 2 % 3B
Tedno . SNEVE~— 5 —Ta 5 WBC, CRP, SAA,
PCT OWEN ZE (W11, 3~4 118, 71#) OFh
B LT, B0 L B0 2 B RES X 0%
BONCBIL T, S5 EHREBOHMETHT 7 3 BRI
BOWTITY, HEAEIALNAED-7 (Fig2).
L LZLROMETlE, CRP & SAA ICMILT, #5
WHDS 7 B E TOEILETHEN L B TH O 2
BRI A B B0 (p<005) (Fig.3). =52k
IEREBE L LA, BRI ED O B, AR TR O 3
BB TOEEOME TIX, CRPICMLT, #59H
B 5 3~4 Hi% % TOEALRCHEILBERBZ LB LA
FETHE ORI, F7-7 0% F TOBLRTERRE
DA MBI D & FHRH & EHE T & ORI A TE R %
7 (p<005) (Fig.4). SAAIZOWTY, 54
H7r 6 7 Hi%E TOEALRIZ B TR O A4 112
b b FHRH & BT & ORI BEE RO
<005) (Fig.4). —7J. WBC & PCT ®ZALHIZiE
FHhOWETH KRMTHEEEADRh o 72, MEF

HRRAEIC DWW, (B S BIO Tl S 2 O R AT &S
N0 3FHY, TOFTNTT2HMOBEHALD
B Sz FAEGIO RO PNERIL, PSSP & M. cr-
tarrhalis, PSSP & H.influenzae, Staphylococcusaureus &
P.aeruginosa TdH - 7.

z %

TAENC B 5 1H O de D2 #5313 A 107 %425 (44
k6, AKE19) Th D, MEDOLTIEIE A0 )T
753 T, KA IZHE 4 TH A", HROMiKEHRRD
FBELT, #70%& V) @ ARILER, JRkSH

WL CE A AR (21,240 %S 284,370 1)
#h%éﬂfk@m SHRE LR L E LS EMR 5

WZH7- D) @Y RHi SR EERL TV ) 2T, ThER
JEFNZOWTIR VALY S M) —Fu vk ExHwizgt
REHEERL TV 2 8L, EFRFEOBE»LH K
BHEETH 5.

it i Je D EAEEEFEMICIE, pneumonia severity index
(PSI) V%> CURB 65”, A-DROP" 7 LAl S hTw3
INnBiE, MRBEOEGTFHRE I ES S kvé%
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WBC (/ul ) CRP ( mg/dl )
16000 - 15 1
12000 A
10 A
8000 -
5 4
4000 A
day 0 day 3-4 day 7 day 0 day 3-4 day 7
SAA (ug/ml ) PCT (ng/ml )
2000 - 0.6 q
1500 -
0.4 4
1000 A
0.2 4
500 -
day 0 day 3-4 day 7 day 0 day 34 day 7

—@— Curative cases without comorbidity

=« 4+ Non—curative cases

=== Curative cases with comorbidity

Fig. 2 WBC count and serum levels of CRP, SAA, and PCT in the outpatient treatment of communi-
ty-acquired pneumonia during a 7-day period. No significant differences were observed in inflamma-
tory markers on presentation to the outpatient department and on the 3rd or 4th and 7th days in
63 patients among noncurative and curative cases with and without comorbidity. Statistical analy-
ses were performed using a repeated measures analysis of variance. Data points represent mean

values, and the bars denote * standard error of mean; p<0.05 was considered statistically signifi-
cant. Closed circles and solid lines represent curative cases without comorbidity. Closed squares
and dashed lines indicate curative cases with comorbidity, and closed triangles and dotted lines,

noncurative cases.

ViliaRETEDL LI IR GENT VS, FEY A7 D
PRAERE - HPEHE O T S XA T O EE S AR
L% DD, ZD XD Ak LI O IGEHR RN A R
WWEF-72bDIE R, ENoa g e LRI D
B AR TIHEEZAT O T2 x5 & L2 RiR
Wigen Ty FRA ML T, JEE#E, Ak, B&H
DEFHT B E, QOL, H3% H A~ OE,
BEW R EDPBE I NTWAEY, L, TN609 b5
THLEHE, ABEE, HEAEGENOERZ Ik il %o
IYRKRAL Y MITAHIEE, ERTELVWEZIATH
%Y. ZOHME LT, JBkHihii RO CHREZD R
Zt, ABOPREIZB W T EBREOH B RAAmS 7
PRECEETH L, HEEFKOBERIE —EDOESR
RIMENR LV E RIS TV DY, T MR HE
PR MR R LT b, AR il 22 o Ml i [ 2
FIX20%RF5 &RV &, WROLE IO R
EIALTITNHDLIENOLAEYITH D EHRESINT

WaY, HERTEDLILY FERAL VM ELTIE, BEFAH
TOMgEE~D CAP-Sym™"" % SF-12" 7 & D E ] $%
R, ABgin#omhilig b b A BRI R (F8#

R4, WPEWEEL, SpO. HIMEkEZ E) ORET TOW
BOY R ERBITONLD, E5R5 LRBLETHS
EEINTWEYY, KWL T, A IIHRIBFEO D) &
Ko Z, PUREERES 7 B % OBET o2 g
Z, PIWEBRGETH» S0 28 HE THUMERDEL
RELFRBELEL L) Tiio7z. Ao
MEI T, PR S 7 HiZOFREIE 63 1 (955%)
CHEBIMICIEERICHEIR T RO D 00, ik
LT 28 HEO MM 2 5740 L, I8 DB Gaig#1)
(& 58 B (87.9%) THRIHI A3 1) 1X56 (76%)
&, Do FTRMBIVGAT 5 2 LRSIz D
FoZ o bABREHTTMEIIBTS Y FRAL ¥
MZOWTIE, ABEHHRZATH Wb Mig & XX 50 LTk
T ARENH B EBbR.
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|:| Curative cases
- Non-curative cases

WBC CRP SAA PCT
0.5 0.5 0.5 0.5
3orddays 7days 3orddays 7days 3orddays 7days 3orddays 7days
0 0 0 0
-0.5 -0.5 -0.5 0.5
-1 -1 -1 =1
| N— [ —
ns ns ns p <0.05 ns p <0.05 ns ns

Fig. 3 The change rates of inflammatory markers. These change rates were compared between curative cases (white
bar) and noncurative cases (black bar). Statistical analyses were performed using the Student's t-test. Data are pre-
sented as the mean * standard error of mean, and p<0.05 was considered statistically significant.

|:] Curative cases without comorbidity
:l Curative cases with comorbidity

- Non—curative cases

WBC CRP SAA PCT
0.5 ~ 0.5 - 0.5 4 0.5 4
3orddays T7days 3orddays 7days 3orddays T7days 3or4days T7days
0 0 0 0 |
-0.5 1 -0.5 A -0.5 ~ -0.5
g S
o
-1 - -1 - - -1 - T -1 -
| I | | | I— |
ns ns p<005 p<0.05 ns p<0.05 ns ns

Fig. 4 Change rate of inflammatory markers. The change rates were compared among curative cases with (gray bar)
or without (white bar) comorbidity and noncurative cases (black bar). Statistical analyses were performed using the
Tukey-Kramer HSD test. Data are presented as the mean *standard error of mean, and p<0.05 was considered sta-
tistically significant.

AR, il S E R B U C R o RIETE N A EAA SN DY, JEIZ CRPYY R PCTY?® 72 ¥ DA
T = A —OILE LAV, ABERGER KGRSO IS S Tw 5,
FIEEAND A A v FEDRIRIPEICHR TH 5 L) W FAETIE, $Ek CRP 23 PR AR E DFRIE L L
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TRy T v bnTnws, LA L CRP OfE
HMELT, BISEDHOHBHTS EATLI LD L7
O, BWHAE UCHRMESME L, IR T oMk 72
BIEL L L IIERTELVEDORENDH LY. F72,
IL6%EDH A AL v ENLTHIETELESINS -
D, WP E R CRABER B OF IS L) BUE IR A DS
HbBZ LR, CRPEIETZHIC L - THBMEIRL S
ZEPHPHMBEEINTWS, E51Z, CRPIkINE Tl
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Abstract

The usefulness of inflammatory markers in the outpatient treatment of
community-acquired pneumonia
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In community-acquired pneumonia (CAP), a relapse of pulmonary infections after effective treatment with
antibiotics is one of the clinical concerns; however, few studies are available to predict a relapse of respiratory in-
fections. We therefore investigated whether inflammatory markers are useful to predict a relapse of respiratory
infections in outpatients with CAP. Sixty-six outpatients with CAP were enrolled in this study. They received
moxifloxacin (MFLX) at 400 mg once per day and were evaluated for clinical efficacy and cure rate. The levels of
WBC, CRP, SAA, and PCT were measured on day 1, days 3-4, and day 7 from the start of MFLX treatment. In the
66 patients, 63 (95.5%) were clinically improved by a 7-day MFLX therapy. Among them, 58 (87.9%) had no need
for retreatment after 28 days (referred to as curative cases), but 5 patients (7.6%) were treated with antibiotics
that were different from what they had first been treated with ; they had all experienced a relapse of pulmonary
infection within 28 days (referred to as noncurative cases). The mean levels of WBC, CRP, SAA, and PCT on day
1, days 3-4, and day 7 after the MFLX treatment were almost equivalent in curative and noncurative cases; how-
ever, the change rates of CRP and SAA during the 7 days were significantly different between the 2 groups. Our
findings suggest that these CRP and SAA rates are useful as predictors of the relapse of respiratory infection in
outpatients with CAP.



