232 H &K At % # & % & M ik APR.

2002

(38 =]

Mycobacterium intracellulare O 57 % H 5 EED
FAEHUR A 2 B EIZ O T

ELS i G R 7/ N1 R/ G 1 N I €
VBB KA - S
I H AR
S BRI R B4 5

e BEY - B

G 14 451 A 5 HZAF - PRk 14 4F 2 H 26 HA2HD)

Mycobacterium avium complex (MAC) IZIZEHBREZRITT S SHOEKERK, T4b5 SmT
¥k, SmO B LU RgMPHBH, ZNOHOENL Y RAZBL LI EPAMONT WS, FllZFE—D
MAC & ¥ 2 5 2 B & 172 % 4 % 2 % Bk 7% rifabutin, rifampicin, streptomycin, kanamycin,
ethambutol, isoniazid, ofloxacin, ciprofloxacin 3 X U cefoxitin IZXf L CTED & ) ZREZHE2 RS
PIZDOWVTHET L7z Z0#EHE, (1) ethambutol & isoniazid % B { WO MAIEANIIH L T,
SmT #i% SmO HRIZHANRT, ZORKZEIEFEL MKW L, (2) Rg kit SmT #& SmO #o Y
DOFEREZHEZRT I EPHASIIC R o720 INSDZ EIE, WHHREMEL Y 458 X 7z MAC Bitko 3

AEZMEHE BV TIE, BREAROEFEREZHL ZEHNERETHL I LEZRL TV 5,

Key words: Mycobacterium avium complex, Mycobacterium intracellulare, %72 5pk, HEZ

{43

Mycobacterium avium complex (MAC) IZIZ&EHE
BERIITL3MOEERLRN, T4abb, i, &
W, AEERFEEEE (SmT), ¥, ~&H, F—2A
REH® (SmO), B X UMK, FNEW, FEPEEHK
(Rg) BAIBNTWBEY, Y ZXR=7 M)IZHT L E
VLY AEBBEASmT, Rg>SmO TH o L, %
72, SmT B & SmO B & Ti& IFN- y knockout ¥ 7 A
TOREHEBIZEEZNALN, SmO WL SmT W & 1k
70 IFN-y AR R S B 2 & %Y, e M
ERICIE G X 272356 o IL-18 R° IFN- y FE AL FE R 1L
SmO>SmT TH 5 Z &L EPRRESNTVE, B
SMTHIZSMOF LW d~ru77—Y (MO) OBE
TERISR U CHBUIEAS TR 2%, 1T H Tld M & 3% fil
2B L CZ OGBS A S REAE L R T L p3—
Wz LTwW5*, 512, SmT HIZMILHE L
X0 %shEEEL, MOWNICEE SN/ SmT Wil
W D Y 12 glycopeptidolipid (GPL) X 0 7 % & T-#t
Z#t (ETZ) B#EDLNTBY, TOL DO MP D
BHLT7 279 —0TFICHLT—MoNY 7—L LTH
WTWAHREREDIEHINTWwB>?, $7/z, ETZ 2T
WD MAC WIEKNNOBITIIN T 23 7 —& LT
< 72%, SmT K id SmO W IZ LTI SR P W&
AT B EEZUPEND DL ENTWEDE, [W—0
MAC Witk2> 5508 S 72 SmT, SmO, Rg %% 5k
DEFEPW IR LT D & ) RIEZHEEZRT ONIZD

WTEEL S HBHRET L 22BNCiZ 228 LA TV e v,

BEIZHEHSH, bWEOMN MAC iE R EEE (50
Bk o/NETOMRIEE TH11L ER PR ET
F A5 EERE 2 L SmT, SmO, Rg3HDHEELE RkD
BANCDOVTIHNRIZE 2 A, SmO H£HEE R 0~1%
THY B SmT EFELRKTH o 72 b DA 28%, [k
12 SmO EHFLFMKD L O 5 EED 2~10%, 11~50%,
51~80%, 81~100% TH-7-db DA, ThEN 8, 28,
8, 26% L\VHNAIEIRT E V) BHESELNTED,
F 7o 1Mk (2%) 5 51 Rg %2 Rk D A 05558 S
NTws (BERER .

& AT, MAC EYIE TIIBRED S OWHORIENE
P2 RGuRE T d % 729 polyclonal  infection 7% <,
AIDS B# TOLE MM MACHETIZ30% 12 B &
EL0LEHEINTVEY, L2 LEaWS, @F O
MACfEZ EDWVb W 5 RGO MAC & ELiE Tld, <
X013 & A EDY;41E monoclonal infection TH % 9
2%, T2 THEE LT b E—FEkHRD SmT, SmO,
Rg 3 i 4 ¥ % % Bk o f£ 16 1%, % B IZ monoclonal
infection ® ¥ 4 7 ® MAC JE #1122 T ® RFLP #fx
TN > THHEWENTH DY, Lk b EON
MAC JEBBZWEE R D 3D MAC £EE BIkD 54513,
% B O KGRI BT 5 monoclonal 72 MAC BG4
W OHE UK EBEEERO A ZRLTNELDLE
ATREZVWDIDOLEEDbDNS, 20X RSP AD

R B BT G AT 89-1



VOL.50 NO .4

MAC O ¥ 7 % 7% 5 SRR O LR SR 2k 233

KTt ERREE MAC Wtk & D @ 3 T4 KL Fbk
DFHFEPLR IR ITR$ 5 BRI O W TR T4 2 &
12k 5T, MAC & X ) O4 - MAC 122V T o
FRZ MR O EON L% 2 5 L THMZRMA
PEONDLHOLPEFENDG, 22 THHEIE, DHEOD
fii MAC JERRZWEYE X V758 S 7z SmT, SmO B L
Rg @ 3D MAC $EHARKRIZOWT, 4 OHLHHE
W23 B SO W T DI E 21T 5 720

BT & LT, MAC i BE & Y O RRIR 5 i
¥ TdH 5 MAC N-235, N-242, N-257, N-260, N-275,
N-279, N-281# (Ww3FNd DNATuE—775 X T,
Mycobacterium intracellulare L [F5Z) OFFTREEL D,
DT D) T SmT, SmO B X U Rg #7524 Bk % 7k
LEBRICHE L. $742bb, MACHEBREHEE I D /N
JIEEH E AR 28 W % Middlebrook 7H10 FERIEHIIC
BIRREERE L, 37C T 3 EMEERZIC, SmT,SmO B X
O Rg BN 2 IEREOEE 2, S 512 7TH10 X
Bl LCOMERREE 2~4 MY RT I EICED, £
NZNOEFELEROMBREE LR RWT, 5HER
% THO ¥:ih© 5 HIEEE 28 L=, —80C ITfRFFE L 72
FHWE, oL TH ¥suirh¢ 5 HREEE L 72 b 0 2 fitik
HeLTHWZ, B, MAC OFRSHEKICIE, SmT
&SmO OHFHEI O, EW, F—2REFLIEET
55004 <Y, HM—RHHKkL )RR SMT B L
SmO #%% T X 25O LR vz, 4E L SmT
Pk, SmO BE& 7T o2 AT HICHE -7 209
BB D S SmT, SmO B X ' Rg EHELEKOT
RCTE5HELEZ01E, N-257, N-260, N-275 D 3
WRDATH 5720

it FEH & L T3, rifabutin (RBT), rifampicin

(RFP), streptomycin (SM), kanamycin (KM),
ethambutol (EB), isoniazid INH), ofloxacin (OFLX),
ciprofloxacin (CPFX) & & U cefoxitin (CFX) % H\»
720 E72, PRI OFRARITHN$ 5 MIC fliid, 7H10
B % W COERMPIEIC X o THE L7229, 1EHE
7 MIC %435 728, &3 ML Eo#ky &L FEER% 1T
272

Table 1 121, 4 BEIHLE L 7238 F) O AL H kD SmT,
SmO B &L O Rg LHEARRICH 5 MIC % 7R L 7245,
W OHER O MIC i & b SmT #h=Rg #=SmO #k
DIETHEIEFWHLN I ho T2, SMT B LU
SmO FRIZH % MICs fili (IEf#IZ1d MICs:) % 3K T
HbHE, WTNROIEK O MICs i & b SmT HK=SmO
BTH o720 TO¥A, MICs (SmT)/MICs (SmO)
fillE, LA EICRECELRD, 1~128 LTRIA W
ShikRLTW (F— 7AW

Table 2 121%, Table 1 DEAE & Y K72 & FHH D&
EEA T R O SmT #k D SmO # K3 %5 MIC fE D D
fili (MIC:/MICo ), 7 5 UNIZ, SmT ¥k ® Rg #k 12 %t
F % MICHED O (MIC/MIC i) %/R L7 &
9, MIC/MICo, fEIZDWTTH 5725, EB X INH DY
BEBRVTIE, TO15 2= —3ARERBTRE L
ZHLTBHIRAEWGAZRT Z Edbhrolz, BB
72 RFP, OFLX, CPFX, CFX, RBT, SM, KM, EB,
INH DNETd o 720 [ I MICy/MICx fif 122\ T A
5 &, MIC/MICofEIZ EEWiZ/RET, BB AR
CPFX, OFLX, CFX, RFP, RBT, KM, SM, EB, INH
DIETH B Dol

PEo#E L, (1) INH & EBZB{wihofl
AFEATH L TDH, SmT i SmO HRIZHXRT, 20

Table 1. Mycobacterium intracellulare SmT, SmO and Rg colonial variant susceptibility to antimicrobial drugs?
Strain Colonial MIC (ug/mL)
variant RFP RBT SM KM EB INH OFLX CPFX CFX
N-235 SmT 6.25 04 50 25 12.5 12.5 25 3.13 100
SmO =0.013 =0.013 3.13 3.13 12.5 12.5 3.13 0.4 6.25
N-242 SmT 6.25 0.2 25 25 12.5 1.6 50 25 >100
SmO 0.8 0.025 1.6 6.25 6.25 0.8 3.13 1.6 25
N-257 SmT 1.6 0.025 6.25 6.25 6.25 0.8 12.5 6.25 >100
SmO 0.025 =0.013 0.8 1.6 3.13 0.8 0.2 0.2 6.25
Rg 0.2 0.025 6.25 3.13 6.25 12.5 0.8 0.4 3.13
N-260 SmT 3.13 0.2 25 25 25 3.13 50 12.5 >100
SmO =0.013 =0.013 1.6 3.13 12.5 3.13 0.8 0.2 12.5
Rg 1.6 0.2 12.5 12.5 12.5 3.13 12.5 3.13 >100
N-275 SmT 1.6 0.2 25 25 6.25 25 50 12.5 >100
SmO =0.013 =0.013 04 1.6 1.6 12.5 0.2 0.1 04
Rg 0.8 =0.013 6.25 6.25 6.25 25 12.5 1.6 50
N-279 SmT 6.25 0.2 50 25 12.5 12.5 50 25 >100
SmO 0.05 0.1 1.6 3.13 12.5 6.25 1.6 0.4 12.5
N-281 SmT 3.13 0.4 25 25 12.5 >100 50 12.5 >100
SmO 0.025 =0.013 1.6 0.2 12.5 >100 04 0.1 6.25

“MIC was measured by agar dilution using 7H10 medium
RFP: rifampicin, RBT: rifabutin, SM: streptomycin, KM: kanamycin, EB: ethambutol, INH: isoniazid, OFLX: ofloxacin, CPFX: ciprofloxacin,

CFX: cefoxitin
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Table 2. Differences in antimicrobial drug MICs for Mycobacterium intracellulare SmT, SmO and Rg colonial variants?
Parameter Strain RFP RBT SM EB INH OFLX CPFX CFX
MICr/MICo" N-235 =512 =32 16 8 1 1 8 8 16

N-242 8 8 16 4 2 2 16 16 =8
N-257 64 =2 8 4 2 1 64 32 =32
N-260 =256 =16 16 8 2 1 64 64 =16
N-275 =128 =16 64 16 4 2 256 128 =512
N-279 128 2 32 8 1 2 32 64 =16
N-281 128 =32 16 128 1 1 128 128 =32
MIC1/MICr? N-257 8 1 1 2 1 1/16 16 16 =64
N-260 2 1 2 2 2 1 4 4 1
N-275 2 =16 4 4 1 1 4 8 =4

2 Parameters were calculated from MICs in Table 1

D MICt/MICo: MIC ratio of a given test drug for SmT variant (MICrt) to its SmO variant MIC (MICo)
9MICr/MICr: MIC ratio of a given test drug for SmT variant (MICr) to its Rg variant MIC (MICr)
RFP: rifampicin, RBT: rifabutin, SM: streptomycin, KM: kanamycin, EB: ethambutol, INH: isoniazid, OFLX: ofloxacin, CPFX: ciprofloxacin,

CFX: cefoxitin
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Mycobacterium avium—intracellulare complex (MAC) has 3 colonial variants—SmT with smooth,

transparent, irregularly shaped colonies; SmO with smooth, opaque, dome—shaped colonies; and Rg with
rough, granular, irregularly shaped colonies. These colonial variants differ in virulence in experimental
animals. We compared the susceptibilities of 3 colonial variants isolated from identical M. intracellulare
strain to rifampicin, rifabutin, streptomycin, kanamycin, ethambutol, isoniazid, ofloxacin, ciprofloxacin
and cefoxitin, using 7 M. intracellulare strains isolated from patients with MAC pulmonary infection. SmT
variants were much more resistant to tested antimicrobial drugs, except for ethambutol and isoniazid, than
SmO variants. Rg variant susceptibility patterns to tested drugs proved to lie between SmT and SmO
variants, indicating the importance of determining the MAC strain colony form isolated from clinical
specimens in determining drug susceptibility.



