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Many side effects from minor to major have been reported as glucocosticord steroid has varial
pharmacological actions. The purposes of the present studies were, first, to investigate the pulmo-
nary tuberculosis induced by the steroid clinically, second, to measure the recovery in the lung of
mice infected by HszRv and BCG, third, to study the influence of steroid to the delayed hypersen-
sitivity in rabbits, fourth, to investigate the lysosomal enzyme activity of the peritoneal macro-
phages and white blood cells in mice and rabbits treated with steroid.

As results of above were as follows:

1. Twenty cases of steroid-induced pulmonary tuberculosis were experienced.

A half of these cases had the history of pulmonary tuberculosis and seven cases of
these were treated with anti-tuberculosis drugs.

2. Almost cases had a wide extension of the lesions on the chest X-ray, Acid fest bacilli by
culture were noticed in fifteen of twenty cases but disapperance of it within one year was
observed eighty percent in these cases,

3. The recovery of acid fest bacilli from the lung in mice was more in the case of pretreat-
ment with steroid than post-treatment and all-through-treatment for the challenge of
HsxRv and BCG.

4. The delayed hypersensitivity to BCG in rabbits was reduced by steroid treatment.

5. The activity of lysosomal enzyme of peritoneal macrophages and white blood cells in mice
or rabbits was reduced by steroid treatment.

As results of above, it is suggested that the supression of macrophage accumulation to the
tuberculous lesions is occurred by the steroid therapy. Therefore delayed type hypersensitivity is
reduced and number of macrophages in tuberculous lesions is also reduced.

It is also suggested that the dereasing of lysosomal enzyme activity of macrophage would
reduce the bactericidal capacity of macrophages with treatment of steroid. Therefore, pulmonary

tuberculosis would be clinically induced by steroid therapy, because of the decreasing of bacterici-

* From the 1st Department of Internal Medicine, Kumamoto Medical School, Kumamoto Univer-
sity, Kumamoto-shi 860 Japan.
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dal capacity and weakness of macrophage accumulation to the lesions.

The decreasing of the lysosomal enzyme activity of white blood cells by the steroid therapy

would cause the occurrance of bacterial infection, especially gram positive bacterial.
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BIEEE A LVELORT, EaLFaf F (TR
TaA REEET) 13, BioroAsBERANSESHETH
D, MEZRMRICHT 5HE, 55 CREHER T
SEERH Y, OO b5 EIERS#RE S
ATV, ZoOFARIHEER, HcI>TRA
275, FT 20%i0ET B L THY, HELLT
TEV, BAEERAIZUD LT3 minor side effect
o, RYYEOFEZE, B, HILWRE RER2%E0
major side effect 2 Dz FiF S 5P, AMICERER
BoH 2EWERIZ%ETH 5,
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1. %t -
W & NI ERMERR ICIBFD 48 4F 8 HEEARR D

Dt ERE T, MEBDI»IT steroid FEML7EE
FEOHBEFICHOEFAELT O ZDH b steroid
Rz X VS ICIFEEN, FRHDHVITELLZL
EZx6h5 20 EFICOCTRIEIT O

2. JEGIERK 7 5 NI ERET

MBI BFIF, KFI11H, EHIMTIEIIRUT
215, 40~59 % 10 ffil, 60 FLLLESFIL DTV B,
steroid 5 #LEL L EBER L L Tk, JEX
B10f, Vav~-FHEEHR6H], SLE, x7r—+,
18 E s, REER D% 1FITH o7 (Table 2), At
EEOBREBROFEIIOVTHS L, EEES D320
Bl 105, AL 20FF 10HT, ZhoBEEEHD
10 Fhiz >V TBEOLEFEICOVTH S &, 11 fih
TN FRRE R T 22 L 3b orehs, 3FITIELL
724, 1HEABHTH D,

Steroid DfFEF AR, BEIZOVTHFLCFHEL D,
R - BELHRE LTV A0 bR 46icT &,
Zhond bTiERSMT 20 B~ 74, #HHRTIR
500~5,800 mg (predonisolone #HX4 &) IZ& A TV 72,

3. FEABSHNGE LR &S X UBERIRTL

Table 1. Background Factors of Patients

Case ‘Age and sex Underlying l Chest-X-ray (Gakken) Cfll’;‘li,re P}:"evim.ts Steroid hormon
number of case disease g ﬁzsi(i;s | ’I;):;F\)/?t)?f c’bacillic oflSEI?{))c Duration \ Quantity
No. 1 49, m ’Bronchial asthma | Bs | Kbs  Kes (+) - Unknown | Unknown

2 ‘ 65, m ” Bs ‘ Kes  Kes (+) + ” ”
3 \ 66, m ” BC: Kaz i (+) + " "
4 75, m ' " B2 Kb " (+) - 6 M 2,400 mg
5 50, f ‘ ” C2 Kc ‘i (+) — 12M Unknown
6 5,m | ” Bs | Kby Ke | (+) | + 10 M ”
7 47, f ” CB: Kz Kz | (+) I Unknown "
8 ‘ 60, m | ” CB: Kz Kz (+) ' + " "
9 41, 1 ” Cs Kz - |+ ” ”
10 54, f "o B: Kb (=) | = ™ 1,100 mg
11 59, f R};e‘_l:}?;?:?s'd B: Kbs (+) | - Unknown
12 38, f ” CBs Kbs (+) ' + ”
13 69, f ” Bz (+) " - 7 years "
14 79, m " BC3 Kxs Kxz | (+) | - ”
15 69, m ” B:1 Kbs =)+ 6 M "
16 | 66, f " B (+)‘ - aM "
17 49, § Arthritis of foot E (+) + "
18 33, f ! SLE BC: (=) ! - 20 days 500 mg
19 | 55,m i Nephrosis BC: =) |+ 3M 5,860 mg
20 41, f | Chronic B: (+) - 7 years 2,755 m
| leukaenua ‘ i ’ g
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Table 2, Background Factors of Patients

20 cases Male 9 | Feinlale
~ 39 ‘ ) 2
Age 40 ~ 49 1 4
50 ~ 59 2 | 3
60 ~ 6 . 2
Bronchial asthma 1
! Rheumatic arthritis 2 ’ 1
Underlying SLE 1
disease Nephrosis 1
Chronic leukaemia | 1
Arthritis of the foot 1
Table 3. Findings of the Chest-X-ray
(Gakken classification)
Ao
/ B 1
Basic lesions c ! 5
D : 0
j E | 1
S| ) 1
Exter}t of > 10
o lesions
Findings of [ 3 6
chest-X-ray
0 6
Ka 1
Kb 7
Type of cavity Ke 2
Kd 0
| | Kx 2
Ky 0
J j Kz ) 3

Culture of acid fast bacilli Positive l 15

Negative

NFERERTES L #tgiz Table 3 (Z5R"+ X 512 22 BF 5%
WCTHEAREBE 14 fl, CRISH, ERLHIT, Rk
DAY T 1A 4H], 22310 6, 31k 6MLAa>T
VB ZEABNZOVGTHRB &, ZEREA Lk 20 fil 6
THORN, FWLESAZTT O 13 2, W phEs
iz Ke2 a3, Ke5aLpoTuvr, ifLiecits
AN REEF L L, »oLEBETH Y, Ao
RyMFTEAFHERZ LTV, SR IZo v T
1, 20 ffth 15 PIAFERE AR BT H 27,

4. BRIRARE

20 BIpFIEREHFGIT 14 FITH o720, 6 FlOFE
iz LT H@IE s regimen |2 % B L% bk OfEE,
12 7 BHOHERIERIZ 80% L A>TV 5, ML
Big ERAREIZOVTHD L, 12 # BHO A2 T
BREELL S EHTR L2 01k 20 i 10 1 50% Tdh v,

11

% 20 flp 8Lk oT 5B, ZEEMOYEIC >V T
H5 L 203t 15 2 ZBEUEOWELRD S,

B ORBIZ O\ TTEBEE B LT LEIE AR
PN SN, P THRERERE LIThh TR T2
RERAENE SN T3, 3PIORTHIGED ST
50, ZONFTBEAMKOENL, F7 a0 —+F o
b, BmEDE 1HITH D7,

IZIZATRA FIZEVBERINIZLEZ SN TER
2T

s N 5 5%

R A 1B - v~ FHEEER (RA)

BETEIR: FEREREZ L

i 16 FEir S BEY ~ T F 235 Y, B0
TEDBREEIZGRD T 72, B 45410 ARAERY = 7
v FOE DI, RF e A F2{ERL, predonisolone
Smg @A 5 THERREZ T T 7z, BRI 47 4 12
A, ZMk, HEAEDONA X ITHD, B L

BH 2 BB X 4T %, £ FR9Fi BoKbs
(5BF) DRI EED 5
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BE 3 AKRBHTEHEEE (5~6cm
IZ2F CIEEALBEZEH % 38 %)
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BB 4 JiREREEI2 S B 1% O X ik

EH OF0E F15

L, RERELRD-OAR (BE 1), AR, &K
FXOHE LA L, Bf484E1 XY INH-E
B - RPF fFHIC X 2 HifsAt 5 2 BItA L722S, 60 A
BICIHERERMLL, 12 » ARICZZRME L (BHE
2,3, 4), THEIFTH O, BM484E11 F19HZE
AKEMZFRZ LT L,

HI. EEREEMAEICET 3185

HyRv 3 XU BCG AH 0 2 BORKE & ~ v 22k
Bz, A7uA FRBIZLZHBYEEL, $-5E
ERCATeA FOBERT VX — T+ 5885 5
BLLBIT, RUARRRBI B~ w7 7=
(M¢) B XU%HIK (WBC) o lysosomal EsElkI
DV TR 2 RA 72,

A. JfRNFEREE O Recovery (2 iE 4 R4

1) EBRF*

a) EBRHE

Randomly bred d-d %~ v & fff, K& 30¢g HiED
RV,

b) 27w FEhE ik

<7 2 DKEEFAPIZ predonisolone 200 meg % 1 H
1EEHL, 2EEAEHEZAR, 4BEAEHZB
Bf, fEEKE challenge 1% 2 E# AR % CEE, 4 8#A
ES L % challenge Lz EEZ DR, SEABEZ
E#L L7c (Fig. 1 BCG Ho¥aix A, B, C, G
THRDT),

) FEREERRYL S ik

Fig.1 o2t < A, B, C 8L 1 258HBic HyRv 2.5
X10% 3L BCG B 5%108 2 %= 2 DREIRL )
challenge L, ¥#]X » HyRv 33 X 0 BCG o challenge
EITO1BEE G BXU G BEL Lz, 43 BCG Hix
A —v— Y —REOREAMET 7 F VA2 v
2o

d) B4 E%K

Fig.1, Materials and Methcds

Animals : Randomly bred d-d mice, 30g, female

Exp.I Hs7Rv
St. Challenge i
R e
St. 2 Challengezw "
B
Challenge
5 St. +
C o— 3B iibiiiiilg
St. +
D olddeb IV VIV Y IV IvEg
+
E o $
Challenge

Gy ¢

Exp.1I BCG

St. Challenge @
A = =

St. 2" Challenge?™ |
E Challenge

St. +

C o JULbbiiiiig

Challenge |
(el SE—
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Fig.2. Recovery of Bacilli from Lung of Infected Mice

Hi7Rv 2.5X105v.u.,

BCG 5%10°v.u,,

10+ . 1049

10%1 _ . e _ 1001

1041 . ’ w0 |

U S I R
B ¢ G +idied A& BC G

A,B,C,G BXW A", B,C,G" g h#h challenge
®“2BRICERZL, WiZBROHL, o TheEYX
— MEL, /NI E v e L, 488 ¥ETH
PAEFER D recovery ¥ Hi-,

2) EBRHER

Fig. 2 1z5fr3+ 2 & <, HaRv RDPLE AT u A K&
FEHZH challenge A% 5 L 72 ABETIE, 6 PCeh 2 TAS
JT- L recovery [33FH 8.3X102, &R B BEULAT =
A4 FALE L7-BEETIX 6 T 2 JLASFETS, recovery (XiF
Y9 8.3X103 TAEEL D 1D order 23E >, & challenge
#HizATu A FEZLELCHTIR 6 ThETIRAL,
recovery | 2.8X10% T, EMBEOGHF D 8.0X10% k
DB\ recovery ThD1m, —FH5ga» BCG HRRfrn
BET, —EOEMITEED b3, 7275 challenge % 2
BELEC FETiX recovery 2588 LTz, LAk
HyRv B E, ALMICATaA FofFEicEx 3
RENFTH bh, challenge FiLE, 27 v FE2E
BAEDOHEEIFTT B LD LD AD recovery ASE
2D L, challenge iz A7 v A FELEL -
BEAE, LB OBEAIZH LR recovery A3E\MEM
ERLICiICT Emol,

B. BEMT v AX— I RIFTHE

1) ERFE

a) FEEHE

Randomly bred m»% &, A& 3.4~4.9kg D+ A
V7,

b) 27 w1 FEEHiL

Predonisolone # % B O ABRFHAMNICZ 20 mg/kg 5o
H 14 BEER 21T o7, ABXRICTARREKOE
& RRRIZIT O 72

c) fEHk

BCG B#xAA/KIZ 3.4X105/ml 0 Bz B &
¥, 20 0.1ml 2REOHMEANIZES L,

d) vy~ r ) CRUSRIE

By~ Y v (LR MERETERT OBA Y ~

Table 4. Effects of Steroid on WBC, Tub-R and
BCG Lesions in Rabbits

0 day% 7 days ) 14 days
Body st. |3.82 3.55 | 3.55
weight kg | Cont. | 3.57 3.55 ‘. 3.70
WBC St. | 9,060 4,725
Cont. | 8,100, | 7,300
Tub-R ! St. }232.0181.83 365+74.1
mm3| Cont @65.5t116.%3,276i701.8
BCG lesion |  St. 83.145.4 | 69.5+8.9
mm3 | Cont. | 259.14+9.6 | 249.5+27.2

W7 Y Lot. No. 29 %fERL72) % 10 fHzAIRL -
0.1ml 2RKEOHEMEMICEAL, 48REfI%. =0k
FTHEL =

2) EBRFER

Table 4 D=L <, KB X UKRKBMESEIREKIC TR
BERDTOR, 270 KEEBHOVKISIXTAH
B, WABL L, HRIZHLULEALACHL, £ BCG
FREOKES LD TINE PO,

C. Mg, WBC o lysosomal B3 iEthiz RiF+28

1) EBH

a) FEME

BEERICAVIc< Yy 2 (REA) BIURBERT L
NMNE—EHZIZRKR (REB) AV,

b) 27w K5 Hk

HEABXUHEB LM

c) Mg, WBC o enzyme jEMEDORIEH:

TUR, RRELAT aq FLERAR 1 4B Iz
— TR T, BREAHEREKENEFR Sml (=
2) 60ml (KE) 1= THEIEZ PiF L, &t 800 ppm 104y
FIfTV, BERE Mg, WBC %40, 254 K75 2z
HL7ze TORFKEAZ 1.25% Glutaraldehyde THEE
L, lysosomal enzyme T % J-galactosidase # $Hik
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Table 5. B-galactosidase Activity (Ha7Rv series)

Group Treatment No. of | Activity of B-gal. (%)
First 2 ws J Mext 2 ws | TMIC€ } — i 1/4 + 1/2 + +
A St. HaxRv 5 | 75.2+2.4| 21.842.0| 3.0+0.8 0
B St. St. HazRv 5 78.2+4.4 | 19.4+3.1 | 2.4+1.5 0
c | St.HsRv 5 | 78.6+2.1| 19.8+1.4| 1.6+0.8 0
.
D St. St. 5 | 72.0+1.4| 24.8+1.3| 3.2+1.0 0
E —— 5 62.2+2.4 | 33.2+2.0| 4.6+0.7 0
G Hg#Rv |_— | 5 26.6+1.5 | 40.6+2.4 | 27.0+2.5 | 5.8+1.1
Table 6. B-galactosidase Activity (BCG series)
Treatment ' Actwnty of ,8 ga] (%)
Group |- ’ No.‘ of | | )
| First 2 ws * Next 2 ws mice - l 1/4 + 1/2 + +
A | st BCG 5 77.6+2.6 | 19.8+1.9| 2.6+0.7 0
B | St St.BCG 5 81.4+1.1 | 17.62+0.7 | 1.0+0.5 0
¢ | | suBCG 5 | 79.243.0 | 18.242.5| 2.620.9 0
G 7 BCG | __— | 5  42.2x8.4 38.2+3.0 | 15.8+4.3 | 3.8+1.8

Table 7. - galact051dase Activity of Peritoneal Macrophages of Rabbits

Activity of S-gal. (%)
Treatment N(;).b?tf S L
rabbits _ 1/4 + ' 172 + { +
2&8i091 4.3+0.5 f 0
Steroid 4 72.0+0.9
28.1+1.4
42.0£1.2 | 6.8+0.5 | 0.8+0.3
Saline 4 50.5+1.6 ‘
49.6+2.0

LFHICRBEITVD, ~< bx ) L THPIL, EE
) Mg 100 2 2HEL, £OREDEAITIEL—, 1/4
+, 1724, +O4ABRBECHTITREE L OTR L, —F
WBC o peroxidase %t iz NBT 5z hNEZ Bv®,
NBT ptho» WBC %%z, 100 FHTRL 7z,

2) ERER

HaRv Be o365 Tid, Table 502 xAFma K
¥t 5 HaRv challenge @ A, B, C B3 ENE 2
VWL M¢ enzyme EMDKT #3807, L?b*LfI
BoATaA NEEHEEEL 2 A, B, C ORI
enzyme {EMER T OEEGIZ TR & i 5D 72 23,
HaRv R DH DGR LEIETL TV 2, 722
TuA FOH2EMAEL-DE TIIHRBE BiICL
Mg enzyme FEMDEKTAGED G5B, —F BCG Rije
DFATHLAT v A Fikh A B, C’ gL Lz BCG &%
PeDHDOGEIZHKLHAGLMNIZ M¢ enzyme DOIKT #Z%
BTV 7z,

REIZBIFTDHAT A KO Mg @ enzyme 7EH:
252 5883 Table 6 DL <, XRIZHEL, £0

Table 8. NBT Test of Peritoneal WBC of Rabbits

Treatment : g%b?ts ‘ Percentage of positive NBT
Steroid i 4 l 7.3i‘0“.9_ -
Saline 4 10.3+1.7

EHOET 2380, +HtEOMoLIEAL T3, (Table
7

FRROfEIE WBC o peroxidase activity j3 Table 8
DL, XM 10.3£1.7%IZH L, 7.3£0.9% LB o
PIIET 2T b7,

Iv. % =

YBHES S NIRRT OMRFI48 48 oS¢
fitifgE e LTABRL T2 ER BRI L 72&ER, o
ICATrA FIZE2T, BRODVERBK L2
N5 L 0H 20 FlEED Hhiz,

BB FAT v A P2 EFMERBICOVTLE
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KEIRBRT 7 — MR EZIT, FRBYSE 388 %38
B, T OHRTHREZIEL b %< 69 BilF) 20%% ST
VWA EHIEL TV 5, F RSO3 REER AR
# 10,808 Nz >\ THatL, 56 A (0.52%) iz steroid
LoBFEMSED BRI L L, B 0RO, #HEIC
AL T steroid 23 2BRERBELEXTV5 I L 2TFE
LT\ %, £7276)l 63 steroid fEHOEMESRL LT
1Y 2w FHBER AR BRFECE AR5
ERRTV B8, bhbho 20 iz TRRELH
BEXFLEL ALNIAIRHET &L LELD, B
IZELE ORI TILBE I CEROBER D H B EHIE 10 5
THor, AT uA FEEPICHERA O®RE M3 TH
NTI2 L DX L liz+&Enhor,

FEAPEETERICEROBRE L, VW bw 5 F)E
BREAITH O LiX, AT a4 FORPESR, ZLiz
ERIEDOFER, WEOHEEY +MRBEL, A7 K
HERICBE LTI, MELvROBHIBAEF = v 7 21TH &
LLiz, EEBMERE R T AR T, TR
OFPHEEEITILEND L LELHND,

FERAED A T oA IZX VBT 5 Z ki3,
Lurie!) 2EBREIZED TV 5, T4 b bR ICIER
MOREIZKE L Tix cortisone F 721X BFURBIBH 2175
&, FERICREME 2 R ORI & RERIC TR L BRRGg
HehnrZ L2RIT V5, BEMITAT v A ROEEE
R LAFNCER T 5 Z 3Bl OATH DA, * OfEH
B+ TR, BT ORIEFEDMEHR L L HIZHfifsE o
FRSTHSFE RSB S 2z D 2o b 319, W hiz g Ak
PSRBT, #EEHE & M¢ L oMEERIC X > TRHEERB
HAHREND, TOCHLAEEET, 27w A KHEH
LTWw500 /0L 25, bhibh o BCGC RERRIZ
BIFAREE L BCG Bz VTR L =B E»
5, BLNICAT e A FIZX DBIERT LV X — DR
LZ38%, »> BCGIRRFMHP’ T R LB, &<
73 & cortisone ALEIL RIE D~ D Mg DHEFE % MFI+
ZLB|EIN TR, pbhbhOERIZBVCTH
BEVREA~EED Md D¥AEDT 572010y KIE
OMFNB L BCG IRR AR ARENRI 2= b oL E
2bhb, 20 M EREOPHFHILLVH Z L LiEKE
% attack 33 effector cell DL\ 5 = LT,
EEFERDO1SOREEEL TV 5, pxiz Fig. 2 i
FTTEL, oMU ATF e KTUEL- A, B 8
Tk M¢ DIRBA~DOBIRRESN DI T 072w, X
challenge L[RIRRICZ2T A REMBL-CRICHLE
Tdh 5\ VCIIMNAER O recovery 2% ED LNHHE
RLnorbolBbh b, BCGC oI &L EHEHHD
B4 HuRv 2l LS ERXTug FORE IR VO
TRAEV»EEZX TV D,

AL TE-Me L L OMEERICEL
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Tix, MxOWEV IR TS, Sllbivbiii Mo
OERFEICE L THRIT L 25227225 Spain® {3 Mé @
BREXETEE5EARH 5L 5, Gell, Hinde
X Mg iz X 2 M A RFE~DEIIRBD 122Dk L,
—75 Lurie®i3 iz AR TSN LLATNES S
BERHDILEHEL Mé ORRREIZ OV TI—E
LTwhavS, —fICAT e FIARELZETIES
BERHDLEZXLN TV SOV,

M¢ iz X > TEAESI N EEIT phagosome N2 T
break down X3 LD EHRAEN TS, Z ORSEIZ
Mg BRI THAELBD LR TV 5D, s
B, FEEREIZ ST WL © T % 5, Phagosome
HNTOREKE OREBRIIRIE IS b D TR v,
Elberg® (3 M¢ OKMBEERIC L > THMEASKIESH
5DTHAH LdB~<T3 Y, Dannenberg?® 3, 1 L4
Rz lipase FEET L2 61, BF 6 EEAOKEN
BERRIELD0THHH LTV 5, —F Grogg,
Pearse &3 Acid phospatase {fi%, #E#ZiZRSH L5
FTREL Y VIERME LT IRROFVEL, £ -BER
BiCBI2EL MO THEEE R L EREL
TVv'3, Frigerio?®®> Youmans®iz #h #Fh x X3, *
WVE Y NT, 77 LARUEEORENERE Y ENT S LR
VAT S Z L 28, Zhids+ 6 < lysosomal
enzyme OPFRLBFEL TV S THSH LIBT3,
UEDOHERIRIEZHROBERL X TS %OWK 27
MDA, WIFHICEIFEEEEY, Mé TRV AEN-%
% phagosome YT lysosomal enzyme N #% %+ 3
TEIHERNCEEL L, L72ADT Mé o lysosomal
enzyme O{EMEDRTIXFHHZE %L attack 3% | THF)
BEHD1ISLEZLND, FZThhbiix Mé 0
W% attack T 5@ &% M¢ oL~V TiRA, 8-
galactosidase &\ % lysosomal enzyme % 1 » » 548
LLT, EOEWIZEAS AT o 4 ROBELZBRL -
FER, A7 eA FEEIZED, ZoEMEHRETL TV
HTLERD, Thbb, 2A7aq KEEIZE)Y Mo
P lysosomal enzyme {EMAME T L, fEEEEM O
LD, Mo Mz miE S, BHERIEICORRST
W hokEXI,

B B\ FERERAE 1R - L 72 WBC o peroxidase
EHEZR<IA, 2T aA N2k D ZOEMIK T2
btz Klebanoff*) 723 fEiz peroxidase 73J1% L
TR e @ L TR,
disease Z ) & L TZHIZHT AN SV,
dase JEMEDMERTF 5 L — IR YWIE 2 6 IR0 M
NRIIT D, bbb OERFEEN S (Table 8) 25w
A FIZ X 5—fMERGYE O FEFR 0—H & LT WBC ©
peroxidase {EMOKTFAEZ BN D,

chronic granulomatous

Peroxi-
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Steroid induced tuberculosis |z >\ TEEKRRAI L ST
I EBER B 24T o 1 R
1. MEEn S IR/ THRF 48 8 ABED

BT, 27 FZXDBERHDVCIIRIEL - 20

OIFEIESRE L=, TORNRITKREXWE 10 4,
Vav~FHEEHR6H, SLE, x7e—+, BHEAML
5, REEROEZ1HITH S,

2. ZOHLfiFEEOEEDH D L OIEEEED T
BY, BECHBERELZI TV L0 7HTH
72

3. IfFSHZFAERE, MOES VR EEAREBE 14 f,
CEI5f), ERI1HIT, JREOTENY 123440, 22310
fil, 3236BITHY, HBHFLL, »oEA) LKE
WL ONRE DI,

4. PEEIZ 20 B 15 BliCER Sz s, 12 5 A#%D
HEEmRIT 80%, WML EEELL ERE 2 R H7-D
M 50%ThHY, ERERTELELICLDOMR3FIH DI,

5. =URIZATrA K&#E L, HaRv, BCG ##
BRELZLIA, 4EOERBXELTRAT v Fa
ELBHTRE6ILP 2L, MAEZED recovery A%
BELE <, K\ T HuRv challenge gilic 27 2 4 K258
ZE LTI 6CH 2 LT LKA,
ZETE L V{EH 27z, Challenge LFIEIZATF R A K2
B E L 7B TIIFET /2 £, recovery HiKAD7z,

6. KRz BCCHETHELLBIERN 7 LLX—% 2
7eZBh, AT v FRERIYVIYRIEORBE B L U
BCG JRBE D AENED bl

7. FRERBE~IABIVCREIZOE, HEE Mg ly-
sosomal enzyme {FEHEZFARIZ LT H, WEELL, AT
v F#&EIZX D F0D enzyme FHDETAZED LN
770

8. UULDEBRBERE2S, AT v KiZk ) #ERE
~D M¢ DEFOMEILBD b, TOFERELTE
AT LAX—HETL, I L T effector cell
ELTHSED Mg OROBDHHEZ Y, > Mé
T, BZEFALYE T2 L& h 5 lysosomal EER{EME:
DIETHEL, ThODFERIREIDPTATrA KiZk5
HERENFERSL, 2B T5b0LEILRS,

recovery D

B #0% H1%

9. RFug FEEICX YRR £ o peroxudase
EECET 2B, 202 Liz—RIBIIEPFEFR
D—EHFIZRZLDEEZ TS,

(FREOEF 115 49 B A AR FEREIT TRRL
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