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Mycobacterium branderi \Z & % Wi FEREAZEDUER RIFE D 1 41

i

EE ENEZS6RE, B FPIRNEEEMTET M CT T LIS 2RI A & 2 ORI /NS i
xR 7o WP & SUE SRR O PUR I BRI B TE T dH - 724%, polymerase chain reaction 3 Tld#5#%
W, Mycobacterium avium complex & b IZBEM: T Mycobacterium BT A 4 38 H IZH 38 E 72, DNA-DNA
hybridization 2 T 1 W FE D [ %2 12 % 5 97, 16S rRNA & rpoB # Az 1 O ¥ JE BHHENT 12 & Y Mycobac-
terium branderi & ¥ 5E S N 7zo WIHBEREMNE 5 A A HICEENE I L CTb2E o Ria 9 & Bia L 72
LFHEE 2 7 — )V HG B D D IEEAOO &, WERCT TR A DBENE & 20 T H IR G %
8% 7z, clarithromycin, ciprofloxacin, ethionamide D{AHIZ X N IEH 2 7 A TREOUEE, HHE6 I A
THER O BEPEAL, B 127 H TZAERZA OREFEEAL & iR OB RO 720 M.branderill X 5
Nl FEAERZPEPURRE L ENT, HHFEDMLINTE LT, SBROEMOERI /N5,

X — 7 —X . Mycobacterium branderi, IFFEBZEPEPURRRNE, 16S rRNA BTN, rpoBEtfn 1T

U &I

Mycobacterium branderi 1% 1992 412 Brander 5 (2 & ) #r
e L CHRZE SN, Runyon 7 CIHEICIE 9 5 IERER
PEHUIE A T & %o Koukila-Kahkold 5 12 & V) M.branderi
LG ENT2Y M. branderi\Z & ARGSEITF NT, K
FIZBNT 1 BIOFEGIHED D 5130, EHOHED 1
T E R WdID, Sal, M.branderi\Z & 5 i JEREAZ DT
B TR A L2k L C clarithromycin, ciprofloxacin, ethionamide
D 3FNEHIC X Y R oML, EROGES X OEE
L7220 BREON, IO OEAPERITH ST
REPEDSR S NZER 2 #RBR L 720 THE T %,

iE B

IE 56, B

TR W R

BEAEIE - LT (32%) 0

BB - 404/H (18~561%) o

WRERE © BUR (20~387%), BAGEMIT (38~547%) o
P EEAESERE 2 Lo

KIFIE © WD

BIWRIEE © 20124F 4 HICAESMER 2 HE L2720
Be H SRR 2 235 L, RIS 3 & OVESHER Y~ 8fi
W LW S 7z AT CT ©Z& L3S ~2 12 22tk
WAL EORPH /NG R S hiz720, FES A
15 HICYR %225 Lz,

B OE D BE169cm, KES51.0kg, KRi36.6C, M
150/64 mmHg, WRH177181/55 - %, Sp0O2 98% (ZE A5 o
3 LU - PP S5 7 Lo JESHERI IR R o i 1l
JEEHR 7 e L 7o

MAEHT L (Table 1) @ KMIMCIZBEEOAMmM L, 41k
FRETIIREAL T VT I VHEOKT, LDHO EA-%
B>7zo Wi~ — 5 —TldPro-GRP D LR %2R0 72, %
PEOPRWEHRIRAIL 1+ TdH - 7243, polymerase chain
reaction (PCR) {5 CIIFELW, Mycobacterium avium com-
plex (MAC) & DICBEMTH o720 MIRRGEMRAE TIE 1
2771, 1 B3 66.43% & AZEMIR AR E % 38D 72,

M X MEE (Fig. 1A) © gz 2L, £ L
PP 22 2 1 9 AT % D 72,

B CT (Fig. 1B, 1C) © MHIIGIZ3E M B L OVANE 2
L& EDIIH, F£S'2al239X22 mm D ZERAPERFZ &
Z D PIIME IS & R 7,

37 B0 2 R

WA LR, TSR BRI RN EE, T 041-8680 b
T AR T VSHT 1-10-1
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RIS © et A & (AT WL & 0 PUBR N G & 55
—\ZKE o 7oAy, B L OO0, KE LIRS
WA % 4T L 72o 2B "2a £ V) JifT L 72 80M MRS <k
TEVEM 2 ST, A SRR O PLRR I SRR A 1
+/—, PCRIETIIHERE, MACE HIZEBEETH - 72,
A HE IR SN h o 720 5 H 29 HIZ ARG B
KOS/ EilnA 1k U C R A v iR SR 55 B1)

il H589% 5 6 5 20144 6 H

B - AESHIRERE M ASHAT S 720 WEIE O PUlE i R A8 et
IZBWT 48 HI1222 29 = — D Mycobacterium J& 1 2355
# ¥ N 72%%, DNA-DNA hybridization #: TIXRALD [F (12
B Lol MBETR SHAZRT R IR 2 2 K L,
16S ribosomal RNA (16S rRNA) 3 X UFRNA polymerase
B (rpoB) #AZT DIFILES| DIENTIZ X Y M.branderi &
100% =B LT 25 Z &R S N ieo FEANE SRR

Table 1 Laboratory findings on the patient’s first visit

Hematology Biochemistry Sputum
WBC 4500 /ul TP 6.2 g/dl Cytology class 1
Neut 73 % Alb 3.5 g/dl Bacterial Normal flora
Lymp 20 % T.Bil 0.7 mg/d/ Acid-fast bacterial
Mono 6 % AST 321U/l Smear 1+
Eosi 1% ALT 8 1U/I PCR negative
RBC 282X 10* /ul LDH 250 1U/I Culture  Mycobacterium sp.
Hb 10.8 g/di BUN 15 mg/dl 16S IRNA  M.branderi
Ht 313 % Cre 0.7 mg/d! rpoB M. branderi
Plt 27.4X10* /ul Na 143 mEq/!
K 4.0 mEq/l Respiratory function
Serology Cl 107 mEq// vC 427 L
CRP 0.07 mg/dl Ca 9.1 mg/dl %VC 1049 %
B-D glucan < 6 pg/ml Glu 79 mg/dl FEV., 277 L
Quantiferon  (—) HbAlc 52 % FEV,,% 66.43 %
Immunology Tumor Markers
Aspergillus Ag (—) CEA 3.2 ng/ml/
Candida Ag ~ (—) SLX 25 U/ml
SCC 1.4 ng/ml
CYFRA 1.8 ng/ml
NSE 10.7 ng/m/
Pro-GRP 117 pg/ml
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Fig. 1 Chest X-ray film and chest CT scan on the patient’s first visit.

(A) A chest X-ray film on the patient’s first visit showed an abnormal shadow with a cavitary lesion in the left
upper lung field (arrow). (B, C) A chest CT scan on the patient’s first visit showed the cavitary lesion
(39X22 mm) surrounded by small nodules in the left S'*2a. The central portion of the cavitary lesion (B).

The lower portion of the cavitary lesion (C).
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(b #:) Tid streptomycin (SM), ethionamide (TH),
levofloxacin (LVFX) IZJ&Z DS - 72 (Table 2)o F 72,
TUZAI Vv IZNIMeBL 7O X3 v 7 MIB-1®124& %
clarithromycin (CAM) & ciprofloxacin (CPFX) @ ¥z /MN7§
HRL1EEE (minimum inhibitory concentration : MIC) @
W52 BT CAM O MIC 13 0.03 peg/ml Aiiii, CPFX D
MIC 1 0.06 pg/ml Td - 720 S PRI O PUHE W 55
ERACBVTD 730 == RIS (16S rRNAH
fr T DY I EEH) T 99.55%, rpoB i {x T O IR Y] T
100% M.branderi & —3L72), M.branderi\Z X % i JEHE
PR NIE & BT L 720 WS 2 BREEiRIZ R <, B
YA THR RO E2 RO, HWEOEDALNL
Mo 7272 DNl M. branderi E 5 L CRGEBIZEDO FH S L L
720 WAE 8 HICIWEREEIZL T 2 EIEMAAONY,
10H 9 H X 0 fHs ik LTt fiia B X b
% (cisplatin + fluorouracil) Hif7 & 7 - 720 L& HEEE 1

Table 2 Drug susceptibility test for the clinical
isolate of M.branderi

Drug pg/ml Sensitivity
SM streptomycin 10 S
INH isoniazid 0.2 R
INH 1 R
RFP rifampicin 40 R
EB ethambutol 2.5 R
KM kanamycin 20 R
EVM enviomycin 20 R
TH ethionamide 20 S
CS cycloserine 30 R
PAS para-aminosalicylate 0.5 R
LVEX levofloxacin 1 S
The table showed the results by the resistant ratio method in

Ogawa medium.

603

7 — )V H AT, Grade 3 @ FIMEREAR T % 728 72 H3%
WOV EEHME I BN T, WS X5 E LA L
ORI EALZ RO e h o 72, 11 H 6 BT L&
P2 —VHRIBRE 5722511 H12H & P)%‘éiﬁwi‘od
W7z [ H ORI X M5 T R o SIS
ﬂ:% 2%, 11 H 7 Hi ﬁéﬂibf:%ﬁ“@h@&%ﬁ#ﬂaﬁ

IBHTH 5722, 4 HRETI6T ==L T
w‘:o 1topedh 2 7 — )V B AT W, Grade 2 @ 12k %KL
KN & Grade 1 DI 7 L7 F = D B3 (BRI
VT F =l 14mg/dD) EEDTz. AL G ER
Tf&@ 12 1 10 H O X G 2 C % R o AP R

FATIER L, B CT TR MREDRESIFE L, %
{IEJ PERRZE O T HIE MDA SN (Fig. 2A, 2B). M
MEREL4900/pl (hfFH 3R S58.7%), CRP 1.51 mg/dl & HEED
CRPIH®D b %GR 7278, R OB WA LBt
T, MIBEREREIIMH SN Er o7 12 19 AOMEHX
MG TH T OANEEBEEZIIEBMNLLTBY, EED
YU B HRMATIZ 2 + (Gaffky 575) Td - 720 Hili M. bran-
deriJEDHIE & % 2, CAM 600 mg/ H, CPFX 400 mg/H
THBEZBRIB L7z 12 27 HIZTH200 mg/H %380 L,
20134 1 A 7 HIZ TH 400 mg/H (235 U720 [A H O
XMEECTE LB ORI ERIE S 5B L7225,
B DPUBR N B HMANL +/ — (Gaffky 15) &% o572,
2H4HXYCAM 800 mg/H IZHiH L, CPFX 400 mg/H,
TH 400 mg/H @ 3 #iG#E ik L7z 0 2 7 H Trésk
A LNZL 2, e 7 A CTHERIZEMILL 720
X LI CIREHE 3 7 H T LM O AR
AL, Db BEROMi/N R (Fig. 3). MECT I,
B3 7 H TR E ORIIEI(L L7228, ZOTH

Fig.2 Chest CT scans.

(A, B) December 10th 2012, before the anti-mycobacterial
treatment; showing that the wall of the cavitary lesion
became thicker (A), and that the consolidation shadow
appeared in the lower portion of the cavitary lesion (B).
(C, D) March 2013, after 3 months anti-mycobacterial
treatment; showing that the wall of the cavitary lesion
became thinner (C), but the consolidation shadow ex-
panded (D). (E, F) December 2013, after 12 months
anti-mycobacterial treatment; showing that the cavitary
lesion expanded slightly (E), and the consolidation
shadow decreased (F).
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2012 2013
Sep. Oct. Nov. Dec. Jan. Feb. Mar.

il H589% 5 6 5 20144 6 H

May Jun. Jul.  Aug. Sep. Oct. Nov. Dec.

RT (60 Gy)
CDDP + 5-FU

cam| 600 | 800 mg/day

CPFX 400 mg/day

TH | 200 400 mg/day
Gaffky 0 00 05 1 0 1 10 0 0 0 0 0
Colony 5 12 196 106426 43 4 14 20 0 0 0 0 0

2012/12/10

“ -L

2012/12/19

2013/1/7

P YA

2013/3/4 2013/12/16

Fig.3 Clinical course.
RT: radiotherapy, CDDP: cisplatin, 5-FU: fluorouracil, CAM: clarithromycin, CPFX: ciprofloxacin, TH: ethionamide

DRBGINIIEAT > T 7z, EH 12 4 TZAMERZE L
RRPAR L2, BHBOHEBE ROz (Fig. 2C-2F),

Z =

M .branderi \% 1992 4F- 12 Brander & 12 X 0 Hiffi & L Tt
% &N, Runyon 0 C I HEICIE 3 2 JEAE L BRI ©
B B Yo 1995 4F- 12 Koukila-Kihksld & (2 & V) M.branderi &
WA ENT2D M.branderi\Z & 5 EYSEO G134 7% <,
bNbNAMRBE L 72h E D ITBWTRIE T FER D%
T PENG IR ZE 2 FR8 B 172 M. branderi \ 3t U CHIFESE T hili
R 2 WA L, Wbk e b3 RIS L
2 1BIDARTH o7z F72, I TIETFOREIAEI
L T CPFX, CAM, trimethoprim-sulfamethoxazole % 19 7
AR LERLZ 16E, CPEX% 2 MM T 23
B Lo 72MRGHED 1 Bl a L D7 HEDOATH
2 729 2007 4 O ATS/IDSA ' A K F A4 ¥ Tld M.bran-
deri JEHSE 0§ B AL ikid 22 <9, RGBT AL
DRRZ EIZOVTRAHEELZREE Z R 5N 5,

A S I V203 2 B SHR R O O 2 & T L%
P& Y PR O BRI 2 A HEHREIA SN H
o7z LTV B9 —77, FALPHEIC & 0 idEks
KM UIE T AE S B TR U 723t R0, iR & WG %
PR RE O & BRI B W TR IR 2 61T L, 20
FHEZFERR L 729 2 TRAMALA AR 2 R IR LG el
R BDOTWMEDND LY, DU H A 3T EES; 0

ARSIV EME ST L EN, ZOERE L THIHE
Hl, HIEFREARVE Y DR GREMRE % E DAL
PO T % & 725 ENDIE A, gHEE, STtk
DFAEM B IR, 3O BRI X 2 RPN ER A% 2
HNTW 510, AIEFIN B\ T HIH BN % O WE PR AL
THIREOMIME Z <, ERRPE G ROE/LASN
o lz7z, BRI T B AL ORI A
M.branderi JE DEHITAT L o720 Lo L, HALEE
TS REHE R I M. branderi JEDYEENI A 57z, JEAL
RPN X0 IEREBNEPUR R RE (2 50 RS & 2 B B &
L CHIlaE SR ER RO TR TH L L s b, &
7z, MURRPESR R FREE & 0 5 T HIEE o Hi %l 2> NK ML o i
PEALIZZH E SN B IL-2EEREANMLE 7 v 773~ 3.5
gAILTFOBI T T LTWD Z EATRENT D, ARAER]
DO F L LTHiZENLR COPD &\ o 72 E DR B A D
> 72135, fXBody Mass Index (AJEHITIL17.86), fHKIfiL
HT VT I VB X OB OGRS ATk e b
FEDAR T ASHER S 1, PUBR I IR GRE & F8hE L 23 WA
W o T2o ALFHAHHRER % BlG ALk 1 9 — X H
BT HP LR RO A RO, 2 I—AHKTHICH
BT ROEALZ RO Z L, FALFEPIC X AR
SIEBE R DK T 28 I G By B B A o pl e 2 48 &, i M.
branderifEDYEE X X2 L7 EZ BN A,

Rl OARFFEREF] & 0 53-8 S 17z M. branderi D3 H &
ZPEIZOWTCAM, CPFX, ethambutol (EB), TH, SM®
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JEZ DR ENT2 B M. branderi \ 2R $ AL B D
WTCUEREN, XN E T R, RER O 5 EiRA 03
HiZ R TIZSM, TH, LVEXIZEZEDH 0, CAM
@ MIC fif 13 0.03 geg/ml A, CPFX ® MIC i 0.06 gg/ml
LIMETH o722 &H 5, AJEFITIECAM, CPFX, TH
D 3 FNEHE ATV BRI 2R E D 57z MACHELS
WY BEBIBNCT I/ Z) ay FEMZ724HIBH
WEEOF M L, FRCERERI R R & ol
SR E N, WEMLRLENLTH L9, KEFTIE
FALFHREC L BT EN AN LT

I 7 3y FiERO D OARERZ D W TR EH
NGz OHIE L h o7z,

M.branderi \Z & % B JEREAZEPUER TRE (2 X L C CAM,
CPFX, TH® 3 AGHIZ & 0 e o katkAL, RO
BLIOHWELZBEOWHENEON, TNE 0L
BTHHMEEMEAR SNz, BRI 2 ERA L ST
WRWHETH Y, SEROEFOERMIE NS,

RS ORI, 5464 [ H AR IR ¥ &b 58 538
%2 Q0144E 2 F, AL 12 THREL .

T 16S IRNA B & U rpoB & 51T 12 & 2 [F &1
e wizZ2aE Lz, BETHIAEHWZET B
HiFoesE, piHMESeA, EfETTEMSESRAE Y ¥
— RRERGE, BRICHZ) TSV ET L
72, BRNEAT BN N B B B4 o e B B R IE 2
P ZRNEE AT AR IR 72 L E 9,
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Case Report

A CASE OF PULMONARY NONTUBERCULOUS MYCOBACTERIOSIS
CAUSED BY MYCOBACTERIUM BRANDERI

Masami YAMAZOE and Ryuji TAKAHASHI

Abstract The patient was a 56-year-old man, who was found
to have a cavitary lesion surrounded by small nodules in the
left upper lobe (S'*2) on the chest computed tomography (CT)
scan prior to surgery for oropharyngeal cancer. Both sputum
and bronchial lavage smears for acid-fast bacilli were positive,
but a polymerase chain reaction for Mycobacterium tubercu-
losis and Mycobacterium avium complex failed to identify the
isolates. Mycobacterium species were cultured in 4 weeks.
Mycobacterium branderi was identified by determining the
nucleic acid sequences of the 16S ribosomal RNA (16S rRNA)
and RNA polymerase B (rpoB) genes. Chemotherapy and
radiotherapy for esophageal cancer were started 5 months after
the surgery for oropharyngeal cancer. The patient developed
fever during the second round of chemotherapy. After chemo-
therapy and radiotherapy, the wall of the cavitary lesion
thickened and a consolidation shadow was noted in the lower
portion of the cavitary lesion on the chest CT scan. Combined

therapy with clarithromycin, ciprofloxacin, and ethionamide

improved the clinical symptoms; further, the abnormal chest
shadows disappeared, and the sputum smears and cultures
for acid-fast bacilli were negative. Although, currently, there
are no recommended therapeutic regimens for pulmonary non-
tuberculous mycobacteriosis caused by M.branderi, combined
therapy including the drugs used in this case may have a
beneficial effect on this disease.

Key words : Mycobacterium branderi, Nontuberculous my-

cobacteriosis, 16S rRNA gene analysis, rpoB gene analysis
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