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Treatment of Sarcoidosis in Japan
- The outline of new standard for the treatment of Sarcoidosis -
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New standard for the treatment of sarcoidosis in Japan has been made, based on the results of questionnaires about
the treatment of sarcoidosis which was already done in 1999. This standard includes two parts, introduction and
details, and the details were divided into 4 parts which are the treatment of pulmonary sarcoidosis, the treatment
of cardiac sarcoidosis, the treatment of ocular sarcoidosis, and the treatment of sarcoidosis in other organs. In
addition, schema for the management of pulmonary, cardiac, and ocular sarcoidosis were attached. Because multi-
organ failure frequently develops in sarcoidosis, the criteria of disease severity uniting multi-organ involvement are
necessary to fudge the severity of each case. So, we attached the criteria of disease severity for multi-organ

involvement of sarcoidosis.
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Evaluation of the short-form 36-item questionnaire to measure health-related
quality of life in patients with sarcoidosis.

Yukihiko Sugivama, Shoji Ohno

Division of Pulmonary Medicine, Department of Medicine, Jichi Medical School

We measured health-related quality of life (QOL) using the short-form 36-item (SF-36) questionnaire in fifty-
six patients with histologicaly provened sarcoidosis. Patients scored worse than Japanese healthy controls with
respect to all SF-36 domains, especially geneal health perceptions (GH), vitality and emotional role {RE), Vital
capacity in pulmonary function test significantly correlated with two domains of physical functioning and RE, As for
organ involvement, the degree of occular lesions significantly correlated with GH. But significant correlation were
not found between classification of the degree in sarcoidosis and any SF-36 domains.

Moreover, we longitudinally measured QOL in forty patients at intervals of six months. Ten patients clinically

improved and scored better than previous scales, especially bodily pain and RE.
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Quantitative analysis of mycobacterial and propionibacterial DNA in lymph
nodes of Japanese and European patients with sarcoidosis
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The cause (s} of sarcoidosis is unknown. In Europe, Mycobacierium tuberculosis DNA has been detected in
some sarcoid lesions. In Japan, Propionibacierium acnes has been isolated in culture from such lesions, which
contained many genomes of Pacres or Pgranuloswm. The aim of this study is to identify any link between these
bacterial species and sarcoidosis in Japan and three European countries. We examined formalin-fixed und paraftin-
embedded sections of biopsy samples of lymph nodes from 43 Japanese, 17 Italian, 33 German, and 15 English
patients with sarcoidosis. Biopsy samples of lymph nodes from 28 Japanese, 17 Ttalian, 5 German, and 15 English
patients with tuberculosis alse were examined, as were samples of lymph nodes from 40 Japanese, 16 Italian, 15
German, and 15 English patients with lung cancer or nonspecific lymphadenitis as controls, TagMan PCR was done
to amplify segments of 168 ribosomal RNA of Pacnes, Pgranulosum, and Escherichia coli and of insertion
sequence 6110 of Mycobacterium mberculosis. The numbers of bacterial genomes in samples were estimated from
a standard curve obtained with serially diluted bacterial DNA. In sarcoidosis samples, genomes of Pacnes were
found in 35 {81%) Japanese, 16 (94%) Iwalian, 27 (82%) German, and 15 (100%) English patients, and
genomes of P granulosum were found in 23 (53%) Jupanese, 14 (82%) Ralian, 12 {36%) German, and 10

(679%) English patients. Either Pacnes or P.granulosum was found in all but 2 of these patients. Genomes of M
tuherculosis were found in none to three patients in each of these groups. The total numbers of genomes of P acnes
or P granulosum detected in sarcoid lymph nodes were far more than those of M rberculosis detected in the same
samples, Genomes of E coli were found in two patients. In tuberculosis samples, genomes of Pacres were found
in 2 {7%) Japanese, 5 (29%) Italian, 1 (20%) German, and 5 (33%) English patients; genomes of P
granulosum were found in 1 (4%} Japanese, 2 (12%) Ttalian, no German, and 5 (33%} English patients. In
control samples, genomes of Pacnes was found in 8 (20%) Japanese, 3 (19%) lwlian, 5 (33%) German,
and 9 (60%) English patients; genomes of P granulosum were found in no Japanese, 3 (19%) Italian, 3 (20%)
German, and 4 {27%) English patients. The total numbers of genomes of Pacnes or P granulosum detected in
samples from patients with tuberculosis and control samples were far less than those detected in samples from
patients with sarcoidosis. We concluded that propionibacteria are more likely to be involved than mycobacteria in

the etiology of sarcoidosis, not only in Japanese but also in European patients with sarcoidosis.
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WhY, JOERMNFEEEORREGEAIIRED
TETHL. TEOFBRCELTCE, EREIHod s
BENFBREPOLAGPOMEWE HELRERE) &
SNTHFEESNL Thl ¥ 4 7OBEERESIERT
ZHLnZlidhiroTni Y, ThETHA ORIEEA
T L TMEN G SR TELY, FERRES V-7
VBEDLALLIOTHLIPERERESN TR, H
SEDRRE IR LA RAYEE L HUT 2 2 b n,
-0y NEECEYIEDERE & LT Mycobacterium
tuberculosis DYEEAILT 3 72905, mycobacteria AT A & B
BEINETHRERZINETOL IS I EHOKTH
02 EOMOMFETIE mycobacteria (IEIEATHETH -
ETLHMEPREALTHD, PCREEHGEE,
mycobacterial DNA 77 A F P GRbB s h 7o & § 2 H
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SR EIAFERIYLD, Propionibacterium acnes 13 A7 A
TEBE 40 FEFIH 31 SER) (78%) DIFAEERY) ¥ 23 6 4
RERSEEEN AT, PCRIEIZL AR CIt, 15EFIHEF~
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TEETHELH. LALLIE, P acnes iZTEENOTEE L
NHHEZICRE SR 2BEMMETH Y, FELSADY
» 2SE 180 AEHI R 21 B (21%) A0 5 & SRS EEHTI fET
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Bl 2 F (13%) B L USTEREEY » /38 15 EHIS 3 4]
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FEOHETIZ, Y, #E, B IO o3
Fik, W -HRA - FAY  AFVA-L5YTD4%
SHSPOIEL, EFERPCRELHWVT, P acnres
& P granulosum 35 L U° M. tuberculosis DGR 7/ L3
PRI A L LA, EEEOMEL LT Escherichia
coli DAY/ L83 [BIEE R L 7o,
AooEBLRFEOEME, FREARL - -k
%[ 4 {Z431T % propionibacteria % mycobacteria DNA O
HEECREEFHEIIRET 2221200, 2hoo
M L AHE & OFREAMBEEIC DX BE T A IR IZH L.
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FERBLLZVIITHERARFIED LIS L, BHRE
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OB FNBENIEE OZWEEIZL L TEL_BZO
WETFFEE I L D A 3, FOBEBIIEmRATTSTRT
TH5ETRESNLr- 7.

B -BEE, B ¥ U THLoMBITTHE
ERRIZE AR 2 EHTh oz, RHOMEL, Wi
24 ), B3, BOSHE v AEIE S EIA S S, B
AROFEL, IR 19F, AL 5B, BUSED SoSET
156625, 450 7oRE, HE 176, &% 17
B, itk osfig 6Pl b b, F4ysLURE
o O FHE T CHERR B T 1AM S 7 HERR ) /
Thot. FAvyodEid, VE33 6, FiEs549, &
D CIEEE ) B s Fh b, EEOMEIE,
HE 156, B 1S 6, BB GHEREY ¥ /3815
Bl bind.
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BT L7, F2 Ly BIFLy S —WIITH/ST T, ATL
@riE (Qiagen, Valencia, CA, USA) ZBNRE =4, 2
mg/ml @7 Protainase K (Wako, Osaka, Japan] (I T 37C
— AL LA L 72, # 9% Qiaamp Tissue kit (Qiagen) o
JHv-C DNA & L7, H&j‘z’:ﬁ;’?%ﬂ-’ £ h DNA R %l
52 L7z, M L7 DNA 500 ng % PCR BUSIZTIV 7z,

TagMan PCR {2 fil v\» 72 77 9 4 = — (&, Pacnes,
Pgramulosum, B & OFE. coli 1235 v T 168 ribosomal
RNA & 5 EREF L, M. mberculosiy T3 insertion sequence
6110 2SRRI L 72, F72, BB DNADIEED IO
human 2 -globin gene 1233 4 777 4 = — & H w7z,
Primers PA-F (5-GCGTGAGTGACGGTAATGGGT-3') &
PA-R (5-TTCCCACGCGATCAACCA -3)id P. acnes 168
rRNA @ 131-bp $8 3 % # 08 + 5. Primers PG-F (5"
ACATGGATCCGGGA GCTTC-3) & PG-R (5-
ACCCAACATCTCACGACACG-3) & Pgramuiosum 165
TRNA @ 102-bp 78 3 % ¥ 08 4 %. Primers EC-F (5%
CATGCAAGTCGAACGGTAACAG-3} * EC-R (5-
GCGAC GTTATGCGGTATTAGC-3) (X E. coli 165 rRNA
®135-bpfE M % ¥ OWE T %, Primers MT-F (5-
TCCTATGACAATGCACTAGCCG-3) & MT-R (5-
GCCAACTCGACATCCTCGAT-3) (X M. mberculosis
insertion sequence 6110 ¢ 101-bp $EI * ¥51H % . Primers
BG-F (TGCCTATCAG AAAGTGGTGGCT) ¢ BG-R

(GCTCAAGGCCCTTCATAATATCC ) i human -
globin DNA @ 150-bp $AI% % {4 4. TagMan 7’0 — 7
L T @PATAQ (5-AGCGTTGTCCGGATTTATT
GGGCG-3), PG-TAQ (5-
CGGTTCACAGGTGGTGCATTGGC-3'), MT-TAQ (5-
TGATCAAA CCCGGCAAGCCCTTG-3'), EC-TAQ (5-
TGCTTTGCTGACGAGTGGCGGA-3), $5 L& UFBG-TAQ

(TGGCTAATGCCCTGGCCCACAA) I F R -F i, Pacnes,
Pgranulosum, M.tuberculosis, E.coli, & U human 3-
globin DNA @ PCR EHW LRI 70w F 95 X
JHE LA FRAFNLD T - 7y HKEFI
carboxyfluorescein & 3-3& Wy 2 6-carboxytetramethy—
Irhodamine (TAMRA} % #55% L T&h L7z,

PCRL50 pl HDEEEDIENEND T T4 7% 5
pmof, 2 pmol @ TagMan 7 & — 7, 10 nmol @
deoxynucleotide & &, 175 nmol ¢ MgCl:, 1.25 U @
AmpliTaq Gold (PE Biosystems, Foster City, CA, USA),
B L1 X BE O TagMan buffer A (PE Biosystems) T
% L 7z. DNAR BE & # i {3, GeneAmp 5700 (PE
Biosystems 1) #HWT, 95C 144 2 054, 95C T
15 ¥ 60°C T 1 53% 504 2 V(T L7z, TAMRA &
7N A RE RO LIz AINOE Y S L
B FNFROWEE T LIS LS S FE
DEHE L EEWMA LW DNA 100 ng, 10ng, 1ng,

100 pg O 4 R IZTVRE L 22 B R & LT oW DNA
BE LAY LB D 2.5 X 10 dalons & L THE
L, B A DNA SO0 ng THZF ENLHE 7/ 48
ELTERALL. FHEO33MOWNT LTV, TO
TFEAEEZRAEON R L L TR L.

W7 54—l 7e - 70BN L TE,

EC & [ R TR R A Sl LA DNA @ B
THT - 72, Pacnes, Pgranulosum, M.tuberculosis, E.coli,
¥ 7212 human 2 -globin F AL ILIZ#F§ 4 TagMan PCR %,
Pacnes, Pgranulosum, M.tuberculosis, E.coli, Mycobacte-
rium avium, Mycobacterium paratuberculosis, Bacteroides
vulgatus, Fusobacterium varium, Helicobactor pylori 1 X
FIEE v b PREE A S L 722 DNA 100ng % Blo T RAF
L7,
3. #EEHEER

R o OMEDREH BT TR T B720
iZ Mann-Whitney U #8502 & FIva 7z,

i B

TagMan PCR I 4F£A72H20 DNA 2B L, 100 ng O
B DNA &H7-HF2 X 100 EO 7/ AP S hz il
HHODNA # AV L EOFRBRNSY V¥ F vt
NS00 2 LT TH7z F 723 -globin & TagMan
PCR T4, b F DNA KT 25 EM 2 RSEL N,
100 ng @ DNA $7-0 8 X 10° D4 7 LB = h,
HDNAITRE SAL o/, BDNA2& T vEano
YU B AEN O E S EIZS0 TS AT
THot:Z ehs, HEMmIBCTPCR B0 507/
AP EE bR E L OB L7z

FH RS DRRIZBIT Doglobin 7/ LB, A
DNA 500 ng 72 1) 1,100 %05 64,000 & 15 2T 7o s,
fh‘ﬂ' ERIL B TEOFNECAERLERES b Lo

P EE T 12,000, BERKTT700, £ ¥ UTT

23,000, KA 2T 4700, FEETS300 THo7C.

FHAREIZ BT P, acnes 7/ AAEH S0l
HAEA3S G 81%), 1 ¥V TAI6% 94%), FA VA
27 % (829%), WEEIA 15 % (100%) Th b6, Pgranulosum
P LA SO, RN Z(53I%), 1707
A 14 (82%), FA Y A 12 % (36%), EA 10 % (67%)
f&;«;t {Table 1). 108 ZOEEFA 2 BRIV 2I3

NI BT, Pacnes B A it Pgramdosum \ 1 L

75 7( H B 477 (Table 2). Pacnes @ &t oiafir &5
PR E O 20% ~ 60% T, Pgranulosum O &2
ORI RS L0~ 20 BMELRETH - 12, WE
D DNA WEFN LB SR BERI B REIC S
WU E A XEES SN Ao 72 Moauberculosis DNA B
it SRR AR B TEE BRI TS 3
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Tablel Numbers of patients in whom becterial DNA was detected in biopsy samples of lymph nodes
Numbers (%o} of patients with:
Sarcoidosis with detected: Tuberculosis with detected: Controls with detected:
n PA PG TB EC n PA PG TB EC n PA PG TH EC
Tokyo 24 19(79%)  11(6%) 040%) 04%) 13 1(8%) O0@%) 13(100%) 0{0%) 25 7(28%) 0(0%) 0(0%) 0(0%)
Kumamote 19 1684%) 12(63%) 0(0%) 1(5%) 15 1(7%) 1(T%) 10(67%) 1(7%) 15 1{(7%) 0{%) 0{0%) 0(0%)
Italy 17 16(94%4) 14(82%) 1(6%) Q0% 17 5(29%) 2(12%) 11{65%) 0O{0%) 16 3% 3(19%) 2{13%) 0(0%)
Germany 33 27(82%) 12{36%) 3{9%) 1{3%) 5 120%) 0(0%)  4{80%) 0(0%) 15 5{33%) 3(20%) 0{0%) 0(0%)
UK 15 15(100%) 1067%) 1(7%) 0({0%) 15 5{(33%) 5(33%) 11(73%) 0" 15 9(0%) 4(27%) 0(0%) 0(0%)

PA =P, acnes, PG = P. grarilosum, TB = M. tuberculosis, EC=E. coli,

Table2 Patterns of detection of different propionibacterial DNA in lymph nodes from patients with sarcoidosis

Both detected
Total PA dominant PG dominant PA only PG only Neither detected
Tokyo 24 5 (20%) 1 @%) 13 {54%) 5 (21%) 0 (%)
Kumamoto 19 5 (26%) 5 (26%) 6 (32%) 2 (11%) 1 (5%)
Ttaly 17 1 (6%) 12 {71%) 3 (18%) 1 (6%) 0 (0%)
Germany 33 2 {6%) 4 (17%) 21 (64%) 5 (15%) 1 (3%)
UK 15 6 {40%) 4 27%) 5 (33%) 0 (0%) 0 (%)

‘PA dominant’ and ‘PG dominant’ means that both P. acnes and P. gramuosum genomes were detected, but that the number of genomes of one of these

species was much greater than that of the other species.

‘PAonly’ and ‘PGonly’ means that only P. acmes ot P, gramudostm genomes were detected,

‘Neither detected’ means that neither P. acnes nor P. granudosian genomes were detected.

Bl {9%) METH -7z, PEIZTHEBEND Pacnes $ 5
Vit Pgranulosum D7 2 LT, F—ECTEN SN
B M.tuberculosis 7 7 ZNEUZIESTHENICEBBETH -
7z (Figure). E.coli DNA 134 ik @ YEME R 108 F]o e
ThihrflicnsrzEzn sz,

HHEOREMNIZT, Pacnes 7/ AR Ehi-oid, B
FAN2E %), 15UTASE (29%), FAYNLH

(20%), HEEANS5 % (33%) THY, Pgranulosum 7.7 A
PRHENL D, BEME %), 1FUTAN2E

{12%), FAYAO% (0%), EEAS % (33%) TH -
7z, M.tuberculosis DNA 3 & i 5245 W IEF O 65% ~ 80%
Thah s v/,

XEE) CoSERIZ BT Pacnes 7 2 A AMEH S s
DL, HERANSH 20%), 1% )T A3H(19%), FA
NS B (33%), EEN 9 % (60%) Th - 7. P.granulosum
DNA DMl 2 h7aDid, BEN0E (0%), 1 FUTA

34 (19%), FAYA3%(20%), £EIA4%E (21%) T
B ol RIS HERY ¥ @B B Pacnes B AW
i Pgranulosum 7/ L300, HHE S ERIZB TR
BB INLDE S S AICERL TERMIIAET
BHolh EEAEFIIIBVTIEEEED Pacnes DNA
itk s s,

£z =

B D BT EEIORFEMER SR L 2 b
BE 2 #Hl 5 L T v B, mycobacteria, herpesviruses,
Histoplasma capsulamum, Treponema pallidum, Sporothrix
schenckii, Coccidioides immitis, Schistosoma japonicum,
Listeria monocytogenes, Rhodococcus species, the agent of
Whipple's disease % E23Z 1 E CHE SN TV B, HIER
EWMRTEDONIBLATHL b h, TOEKEME
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Figure TagMan measurement of bacterial DNA in lymph nodes from patients with sarcoidosis or tuberculosis, and in control lymph nodes
Vertical axis shows numbers of bacterial genomes in 500ng of total tissue DNA extracted from samples collected at different institutes. Some

datum points overlap.
PA=P.acnes, PG=P granulosum, TB=M.tuberculosis, EC=E.coli
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HREADIERI LY AREYEIZELTE, ShET
chemical constituents of pine pollen’, acid-fast bacilli **,
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HERHEEIATHEY, INLDWTRIIBVWTLE
NAYRERR S GirdEd L idEgE S - -4 o5 ld A
La,

Z AL ARG, Pacnes WX RARAOYEEE S E

B/ PGP LITHEREL ) A DMRE TS

27, SRl O TIX, Pacnes & A W3 Pgranulosum DNA
WHAAMEEFNAL LI — 0 v FEIZ B 54
IEEF BV TL ISR 2N 108705 L2860
BT L7, 26 OMETIE 4 -globin gene ©
PCR 2BV T & € ORI HAEMER L Tz 2 e
S, B H AR DNA A8 EE P 0 OB TR ILE
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Oy /SFEEIZBWTH COREFCAELERD LN T
Ve s BOAR AR B B BT L 7 8 BRA T,
propionibacteria BB L URMINE L b1z, BFEOE
Ee R RAEEAHBEEED ST,

M.tuberculosis DNA X, HEADTEBRBE B ENHIH L
WP L BB S0, g—g v EEOY
HE SRR T 65 B 5 45 (8%) THH 3 172 Mouberculosis
DNA #3& i S A 7o E IS B T, S E R
G LTwamRErETLETEEITEL W, [Hl—
HARTHEH 2 % propionibacteria 7/ 2 D 5 HEEIF
1288 THE I A5, propionibacteria O 77455 By 0 4%
AEAZELG LTV B TR V. SRR DI R i T
fa i & A & 9 mycobacteria DNA i3, IHEIERIZHE
LTwaeEwd XhdirLa, BCG HEOMLT R B
FZERT HWHEE DT A5, PCR #:42 k 2R
REMEICHE N & 5 248 O DNA 3, Briko il B 2 )
EaEIlEM{ RSN T ATERLH L.

SRIOBF T, WER & L TO propionibacteria #5JF
BRRAICIERNI SR LT AR R T T A 2 i,
FIRREERE LTHASRTVD Ecoli (CB LT & A4
LREERAT 72, TOFREK, 1B EFIOFERETR I £
coli PRI SN2 DED T 2ERDATH D, #OH
ETMETHh o7, F7-, propionibacteria A% & |2 H
SNTORHEREDATHDL Z L2, U 2 3Hid
MFiZHe i o o % 3 L7z REM S vy, A& O DNA
PR ESIE I IMERMCLRI DI B4, AEATY
OSBRI CIREE S CHEFRL D B 2 LR 0EEY
MEFOFEEER L OMICHEHFEN T LD,

FA b & CREOMBIE S I CRIE) 3ETig,
MEOCRHEOBRE I TEHEHAEL2EE 1
propionibacteria 7/ AWK S/, ZoBEEBE LT,
D OEM R T TR L TR S LR Y
YAETHSILICEBRLTWEATFEESSH L. £2T
MA v AOBEEREE L TRV ERIZS VT,
fBU X 23EiTId %, BAROFE & WHkREE Y v/
FIE L THE BB 21T/, T4bs, 2080 F
A7 ANBREOFROBIIWBEENABET Y /8

(A LI L+ Zh 211 B 2) 31 42 Bk 4 T
Liz& 2%, L&D Pacnes 7/ LWH 24 (5%) THiE =
N7ZDERTHN, Pgramdosum 7 7 L3 F o 72 il s
Nhdof, ZOR—MRICBTDHHE) /3 & fer
VBB S, B S o) Y oSEATIIGATRE
Y /BBl YEREOEFECHEES <
propionibacteria AAH L L TV B Al g AL s b,
HEZBT L AR A & B AR /BRI e ER I E
o HHEE, FBHZO LS % propionibacteria O F TE
A EEERSH L O S Lk,

M.tuberculosis DNA WEHZIERR KD 65% ~ 80% 12 HH

Ei, FOWRILED YIEICBY L Pacnes & 5 v 13
Pgranulosum DNA O E L XERES L o7 —8
DFEHAE ) > 73112 BV T Mtuberculosis DNA PR T

Elpdpo 2Bl E LT, BRSSO BERKICIBY
THERIRL ) AFERADRIIN R DD/ T 2 FH
FLIEVEELTWS S L, Miuberculosis DNA 2
THoTHERDE PR L EBEREOZ LWE
BITHoZ bR, Fe HOANE L A-HEOEEES
T id, ERRIESE OB 4 R IEREIRAE DS AR ) 50% LI 1
FHOTWVALOPRETHE, ThoOBETIEms
% CAHE DNA DS BN TVE 26 TH S,

HEEBICBTL Epylon DES 2 E, BFEIIET 55
PREDHEIC I RNELREEPELTD, 2oL L2E
HDL L, AN TIEDHENEFEZ L EE,
mycobacteria {ZINFE SN2 L9 LRESEMALHORIZE
DIFEHE RS 5728 Tid % {, propionibacteria D & 9 7%
FEMEOBREEMEIZL 2 OWEEES L7778 r s
L. MECHEEL7RRICBEVTE, AErs8ALT
CHBARMOMEAT T TR, FerDERMNICHET LN
HAMEOME I L > THWRED TSR SN D TRMENS
BIEnBRTLLENH D, ANBETIE I EA S R
TETy FORMNGARERASEI G ERATETS
5. AEEOHMINICHERET 20 AL OB E I
LTy — 4 A IV EloBE RERILAE U9 AL, g
RIS & R RS RE AR S A T AENE:
EToEIoS.
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U7 7 =L VYT TEDY, RS ET2
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HUEME T A Thl ¥ 4 7ORIEBRIZTHD 2 & H4
LTV 5™, & L propienibacterium 7% 4 3 o3 gl B &
o TwdEthiE, KEIZHETLRASLOHIEY
Bion LT EEERA ORERICYTHFE L Tkl s
Wbz, I, LS I, Pacnes DNA expression
library 22 A8 L2y 0y VF s P EEEICH LT
FEAE IR M SR UL RO b h i LG L
T, HFEDHECHEREESE ISy TSR R
DERLINY, COL)LEEERNOEIFLVERT
S, T, REHHEBEOMER rEEOR Tz
5L TEDORDORFEIBROFEEZFHET L 7 XA L4
FTANORBEILBBFHCHENTEL,

o T, ERDHDVCREBRRNIES SN -RELD
EOFE RN L T propionibacteria DM & 0 dH A Wi
HEOREWEH ML, Thl #4707 — 4 2 IV BLA
HRERIEYB 25 Z EAENRENDELRTSH 515
MhH 5.
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Basic study on selective medium of intestinal Propionibacteria for the study on
Propionibacterium acnes as a probable pathogen of sarcoidosis

Kunitomo Watanebe, Kaori Tanaka

Institute of anaerobic bacteriology, Gifu Universiry, School of Medicine

Propionibacterium acnes is an anaerobe which was recently shown to be a probable pathogen of sarcoidosis.
Process of infection for sarcoidosis, however, has not been studied, yet. It is well known that natural habitant of
Pacnes is normal skin, Besides that the bacteria is also found in intestine but its population are thought to be quite
small,

In order to investigate the possibility that intestinal P.acnes is the pathogen of sarcoidosis, we prepared a new
selective medium for Pacnes, which is able to isolate Pacnes from enormous intestinal commensal bacteria.
Prepared media were examined with nine strains of P. acres and forty strains of eleven major intestinal species such
as Bucteroides spp, and Escherichia coli. A combination of metronidazle, sodium azide, and an antimicrobial
agent A added into Brucella HK blood agar showed excellent selective activity, This combination of selective
medium was applied to human feces collected from seventy healthy adults. Selection of Propionibacterium spp. with
this medium was successful. In this experiment, P, acnes was isolated from 32.8%1(23 specimens) of 70 specimens.
Average of their bacterial number was 1.4 X 10 cfu/g feces.
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Mutual relations between sarcoidosis and mycobacteriosis in Japan

Atsuyuki Kurashima

National Tokyo hospital

Recently genus propionibacteriumu attracts attention as an etiology of sarcoidosis, historically, mycobacterium
infection has been studied as an etiology of sarcoidosis internationalty for a long time.

There were no comprehensive investigations about sarcoidosis and mycobacteriosis in Japan until now.

Questionnaire investigations of 15 National Sanatoria were done and mutual influence of frequency, affection of
coexistence with sarcoidosis and mycobacteriosis were examined.

The number of bacterial positive tuberculosis for ten years since 1989 to 1998 was 11171 cases in these haospitals,
and the sarcoidosis was 218 cases.

Of these, the number of coexistence with sarcoidosis and tuberculosis was 4 cases.

Sarcoidosis were recognized in high frequency from bacterial positive tuberculosis patients,

In addition, the number of coexistent cases with sarcoidosis and nontuberculous mycobacteriosis was 3 cases.

Coexistent cases with sarcoidosis and mycobacteriosis were 5 cases in female, 2 cases in male, and the mean
age was 58.9 years old,

Preceding treatment of tuberculosis were in two cases, and preceding treatment of sarcoidosis were in two cases.

The precedence of tuberculosis chemo therapy did not give the any clear influence to the clinical course of

sarcoidosis.



