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Fig. 1.

Inflammatory changes in respiratory tract infections

Pathogen-related factors stimulate host cells to produce active molecules, including inflammatory

cytokines and chemokines, and activate innate immunity and inflammation as important host de-

fense mechanisms. Excessive inflammatory responses could result in serious tissue damage and

result in acute respiratory distress syndrome.
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Fig. 2. TLR-mediated cell activation as a hallmark of innate immunity

HAHT LTV FTTH R,
Il IBMSRERREORERESIIOSA PR
MEEOIMAAEIER

DPB i3 1969 4EIZAR 512 X o THIAFIREAEA 2
MOT L7 E L CHRIE S 7z, BRI IR
MAEZISRED EMEE B BEERRETH Y
BT T LAV OB T AE IR YYEF R L
IR 2SS S IC SN A L)1tk e, &
bOTHEREETH L, HRN (FrT0 A F)
2%, ZOEPONETENRTHLZ L0, H
TEDBILT & FEICBEATRIES NG, O TR D
HEEPOTFRAROBE TRERE L L TEES
N/EEBETHLD, LESICLLIY) 20~ AT
(EM) (z7u374 F) obmENHFEICLY BN
WCTFHBPLESN-Z LT LMoL ETATH
B0 B S RE AR 7 b 72 W
HOFHRBEBCHR AN THLZ b, 2
DFENIMHENEMIC L 2D TIRE—FTIE R L,
PLRAESE (SAEMREIZE) L LTo~vraI54 FOME
AEHEES NI, HEOHHISEZIZ 5 Z &7 <
W 2 SELE IR E X T HET 5, BN
BETH D, Thbb, SEIEIED GRS
FAEFE V)P REE VL WR D,
BEClE~ s 0T 4 M RIEEITHEZ#IC
BWTRLZEDTERWRFEEE > Twb, B
SHGERL SRR T, B MEREIRIE IR R EH 4T
SRS, F IR T, RS AGE SE
el SUEIRIE, WORIC BT % BRaVEREIE

S5, FETIE L D BHEO R BB &S L
WL DO b, Thbh, [EUMEEMER
(COPD) DT BhRIR A E NI+ H B SR T
SMCEN, mPFOT A W MERE S (ACCP)
DA RIA D TRiR SNy T2, JE
IWGENS BT, FRICIRRFERER I O Bl iGN B T,
ZFOHEMBEAIRENTVEY, TS DIFEICIEE
LTW0l, hEMERETHY), FE~vrug
A4 FRPUHEIL, EBRIWICOIL82ZIE L ET 5
UFHREREES A S A A ¥ - TEAA YOS A T
o L22L, ZOHMEOFIZIEFHAICHLD,
FIETWREIE ) T 7, EHICHIE - AL
ADFEFEIBHICD RATWD EHEES NS, 2D X
A R IEEA S 2011 4E120E, [HEAEIE LT, [2 5
2uax Ay [NIRFE]] % [hF R 200 14 K E
BB IR LT Lza, MR % R
FROD] L) R L o@ENSI S .
. 2EMIRESRRAYEIC B DIMAAER DA REM:
DEDEHICEELTE Y7054 FERIL,
Z D% L ORFGRIEBEDRBVENTIL G5 BEIGAE 72\ L SIE
THbo BMHEBIEDIREIZBTIL, HEDOEE
FIEPUGASH 2 OERBRIZHR Y, A E L 2o
TWwWhEEZLN, ~r7uas4 FoeENEEL,
ZOENEEZ LW R HIEERIC LY, FEERANE
B2, REOYENLAPbE VD EHFEIND,
—77, B EHESEIC BV TS DA TR
%7z% (Table 1), FLEIEFEDOMEIITIZRZLD,
FREICERTH B IFKRE LB TH 5o

BARMEFEEFRMEE Vol 67 No. 2

163



164

[K857] PPIRERRRAMEIC BT HRIED D TRkl

Table 1. Comparison between chronic and acute respiratory infections

Chronic

Acute

Pathogens
Inflammatory responses
Antimicrobials

Vicious cycles

macrolide therapy

Possible risk of bacterial resistance

Research methods

Complex, or microbial substitution

Not established, except for long-term

Various approaches during stable disease

Basically mono-pathogen
Basically effective for cure
Established by pharmacokinetics and pharmacody-
namics theory

Limited approaches during acute severely ill conditions
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Combined antibiotic therapy with macrolides improves the survival in intubated patients with com-

Patients with severe community-acquired pneumonia admitted to the ICU showed better survival when

treated with macrolides than with quinolones.
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Inflammatory changes in respiratory tract infections and
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Pathogen-related factors such as endotoxins stimulate host cells to produce active molecules, including
inflammatory cytokines and chemokines, and activate innate immunity and inflammation as important
host defense mechanisms. However, excess inflammatory responses could result in serious tissue damage
and lead to acute respiratory distress syndrome. A number of anti-inflammatory agents have been studied
to ameliorate excessive inflammation, but even corticosteroids have shown little clinical usefulness.
Macrolides have been established as anti-inflammatory, therapeutic drugs for diffuse panbronchiolitis, and
recently have attracted attention as effective treatment agents to improve the outcomes in patients with
severe pneumonia. From the viewpoints of the emergence of antimicrobial resistance (AMR), development
of macrolides with anti-inflammatory activity, but no antimicrobial activity should be urgently pursued.
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