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A CASE OF PARTIAL ADDISON’S DISEASE ACTIVATED WITH
THE ADMINISTRATION OF RIFAMPICIN (RFP)

Shoko OKUDAIRA ™, Katuyoshi SHIMOJI, Yutaka YOGI,
Satomi YARA, Atushi SAITO

The patient was a 76 year-old female with tuberculous tendonitis, treated with anti—
tuberculous drugs including rifampicin (RFP). About two weeks after the start of RFP,
she noticed general malaise and started vomiting, and the laboratory data showed severe
hyponatremia. Because of mild liver dysfunction, RFP was discontinued and her symp-
toms gradually improved. Abdominal X-ray and CT showed swellings and calcifications
of adrenal glands bilaterally. Serum ACTH level was high and cortisole, 17-OHCS, and 17-KS
levels were normal. Her responce to rapid ACTH stimulation was blunted significantly.
After another trial of RFP, she started to vomit and complain general malaise again.
We diagnosed her as partial Addison’s disease and administered hydrocortisone with
RFP. After this treatment her improvement was rapid.

It has been known that RFP causes induction of enzymes in hepatic microsomes which
increase the catabolism of glucocorticoids. To avoid the risk of adrenal insufficiency, pa-
tients with insufficient adrenal hormone reserve should receive compensatory hydrocorti-
sone while they are taking RFP.
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AT VY YRTR, BENEIEREBIET IS 507
TEIEAERTRAL, M50 ML ALK ) 2MEl
BAREIIRITT Y, SEbIbNATRER L 72 EH I,
EREORSHT IV VIR TH BN, FOEMABEE
2FE4 )77y (RFP) 2#RATAZ &1
&0, FNFTHAHH) LTRENTHERH I VT a1
Fof#EMRES N, REEREELZLEDND, K
EHIM A XX AT2E RFP 2#%5 L7205, wihdb#y
2 BEMBIIAEREI L, BERRBLEDTRO Sz,

fE Bl

i B 16, i

O 2HBEERk, M,

BEAERE : 19724F X V) WILE DWEFE Z T T 798,
19924F 1 AW & b fiE EE AL UREEH O % 1k,

RIEHE - FFrcFEH L Lo

BUREE : 19914 7 H 22 57258 3 1 v FHRETREHI R,
PSR 2 PR RES ICHERR L7272, 19924E 1 H, UBestst
~ABE L7z, VIBAHERB OB S EAS T 7 ¥ — 25T
HolzZ b, HMEREKLEZE (BREEETITRR
B, FA 7T AN TH o), 1HITED
5 INH (isoniazid), RFP, 8 XU EB (ethambu-
tol) DG #FIHL7z, 1 H3LH, @R L ET
#FA, I Na fi106mEq/L & EHLET 2RO
7%, AR I, EREEE L, JORE,

WM OBELE B25

1 BESX#E GHEEoRKL (BR)
EEBORKIL (AR) 2#05

WERRTHOTEREE 2o7/225, SATHRLEAIIER
EATHETE L, 4 H10H X e & B, MiE Na fE119
mEq/L EBOMRT L CWwizzo, SYRABEL & o7z,

&1 ARRRES

< Ifi %>
WBC  2600/mm?
St 6%
Seg  44%
Lym 46%
Mo 2%
Eo 1%
Ba 1%
RBC 380x10* /mm?
Hb  10.4g/dl
Ht 30.1%
PLT  28.2X10*/mm?®
ESR 15mm/hr
<IfiLiE >
CRP 2.Tmg/d!l

<HAAbEE>

Na 119 mEq/!
K 4.4mEq/]
Cl 93 mEq/!
BUN  4.0mEq/dl
Cre 0.7mEq/d!/
T-Bil 0.5 mEq/d!/
GOT 991U/1
GPT 541U/l
ALP 22110/1
LDH 298 1U/1
y-GTP 331U/1
T-Cho 153 mg/d!
TP 4.9g/dl
Alb 2.7g/dl
Glu 88 mg/d!/
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2 JEIEENERE ARIBOEAREAKRIEBLL

MR R IRAL 2 B0 B

ABEREBE : #&136cm, {AE4lkg, IE 140/60
mmHg, WRIAT8/5 - %, KiE36.4C, HERIIHFEHTH-
720 ERBGAERRICBEBE OB M % RO 7245, FHEBY ¥ /3 -
FRER & b 37, MRS ICRER RIER L, HEs
IO ETEMAICE BB ORRILE L ROz, FHERE
IS NS, MREFHIIIRFIIRO SN o7z,
o8 3 e P FIREIE IR IE, WM AROBHE R
DLEDARTH o7z,

ABEREHR A K (R 1) : <, HImBk2,600/mm?
LB LTS5 EIERE R 2o 72, Hbl0.4g/dl &
BIASH Y, ik 1 R E15mm, CRP2.7TEBEDR
SERUG % B 72, 1M Na fH119mEq/L &fETFLTw
7oAy, I K Eid4.4mEq/L & E® ., R
GOT99 IU/L, GPT54 IU/L L 8E EASAL NI,
VANV RS EFERA0X 2lmm, FFAE18X 10mm &
B TH o7,

MR X REZEO L o7z,

PR X M (K1) : F—EEEOF I A KL L
HEEEE, EEORKILE RO, Tz, LEBEME
DBIEEHH O N, BEHBREITEHTH o7,

BERE (M2)  FAETHE AT LEM CRIE
P33AX26mmKIZER L TB Y, WEIZSBOAIKIEA
BObNTz, BIERIZIEE L THED hypoechoic &
%Y, AKEFRARD b5,

JEE CT (3) : AR OEAS L OAKILE, #HE
ROEFRHRE L OBEGHOIE & ARIUE %3072, & -
BIE - AR - IBRER ORI DN DS, T T A
VUFERRATLIZE ZAMY ARRIIRDONT, EHH
HoOREIIZRVWEBbhT,

H3 MEHCT WREEAKLBLY
IR DEIKAL DS H 1B

CREBE IR (K 2) - ABEEE, IMF Na fE25119mEq/
L EETLTWzew, SREEAKD SHICE D #HIEL
72o GOT99 1U/L, GPT54 IU/L & iFRERF % 2%
72728, R %8 RFP &Ik L7z, NoWRE %
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1/18 1/31 2/28 4/11 4/17 5/1 5/17 5/26  6/16 1/9  8/17
INH+EB St g
RFP BT
Hydrocortisone -
BREE (++) (++) (+)
A A A ‘

SNy - N

771 O SO RO UV
GoNE 180 Neemeomeemeaflo o Nermemmeemmemeeeegmazzmee s e N e eeeememeflmmaeamamm e e
(mEq/1)
15V I Nty A bbbtk ottt Wil i
110 +rmNefremeessrareases e
ACTH (pg/ml) 789.0 201.9 20.4
cortisol (¢ g/dl) 5.5 34.0 9.9
17-OHCS (mg/day) 2.4 8.7 4.7
17-KS (mg/day) 2.1 3.3 0.5
=3 NS5 W HRAE
cortisol (5~15pg/dl) 5.5 ACTH (9~52pg/ml) 789
aldosterone (<18ng/dl) 1.1 TSH (0.2~4pU/ml) 1.1
Ad (<0.12ng/mi) <0.01 T3 (80~180ng/mi) 154
NAd (0.1~0.41ng/ml) 0.51 T4 (5~14pg/dl) 10
DOPA (<0.2ng/m) 0.02
17-OHCS (2.3~7.8mg/day) 2.4 <Rapid ACTH test>
17-KS (4~8mg/day) 2.1 0 30 60’
u-aldosterone (<7.5p¢g/day) 0.3 cortisol 71 6.8 6.5
u-Ad (2~30pg/day) <2.0 aldosterone 1.6 1.4 1.8
u-NAd (25~1202g/day) 45
u-DOPA (150~950#g/day)  345.8
Wifr L2k Zn (%3), avFVU—N55ug/dl L IEH VY ORRE BT TV 5,
TRRTH - 7225, ACTHT89pg/ml & EWH 2 EME %R = a
L7z, JRH1T- OHCS IEW T, 17-KS I3EERT ;
LTBY, BIEMNLRBIBRIEET 2580 Ebhiz/-0, 7 VYV UHRIE, 18554E1Z Thomas Addison I2& 1)

rapid ACTH 7 A F%#4T- 7%, ACTH &AM AL 2
WF = LRT N RATF O Y DORGIZERD SNT, il
PSP T IV IREBH L7z, RFPIE5 A 1 HIC
PRI, 5 H1TH XM Na f112mEq/L & BEET
ZRDIID, 5 AHIBA LY NA Fua—FV »30mg/
HEB L7z, 20%, BRARERIZER, M Na f#Eid
EFIZHEL, ACTH b4 ICIEFIL L7, 19934 1 H
PR EORG 2R T LA, T0%dNS Foa—F

it SN BM R EEIE AR TET, AIERE
A ORE (%, RN, LERE, ENEGOER
BaE) 2&h0% b h, BIBKEFVEYD
REFEREETHHEBETH LY, ANRIBLRLE &1
TREMT7 IV VIEN S, BEIIEER TR
EDAMUVATCIERERT 5T IV VIHET,

ZOBKRNEREL, He0EmIc L ) B2 52, RFP
AT FORBEIRET LI EDHMONY 0, 1974
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&N Twiz, /2, Z20EHL ) BEESE I TW
72hs, FRLUSDERIIA SN2 o7, T TICEIER
BRI T AR A T L T2 b DL BN A, #
HATbN /AT, EEFTRICE ) BIERE gD,
EHIZHASTWBREIZE ) avFV — v &R 1T-OHCS
WIEH TR, RAPIT-KS EBERT, ACTH 0FHE
#fE, rapid ACTH 7 R M & 2 KIGHDET 25729
S, WO/MT IV VROHEEICASL EEZ BNz,
RFPUEFI 70y —20EYRBBERTH S 68~
hydroxylase ##FE$ 52 &2k ), X741 Foff
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fERE, RFP #BtE L CA S48 LIICHAE 1, 2
BELUAICERAE 2D, FIEHE4 CREST 525, 28
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1N TW BB B RV E v DEBES WS, RFP %
B3 %2 &k ) RBMRE S R, BIEAR20%E
KHAEHLzboLBbhs, /2, FEEREDD
RFP #—KHIE L TH 5 I Na E2SIEF LT 5 DI,
FRIHZE L7z, SOIIHFBRIEELLH L 25H
D RFP#H%E5 %ML A, ITHHIZEROY — 2
W%, RFP ORI LRIBEARSFEREH L OMICH S
A7 e R B BE AR S iz, — KB RFP 0% 5
i, 27094 FARVEVOLERY 2 ~ 4 fFICHR¢
VENFHBEENTWEI D KEFITIINA Fra—
Fv'30mg/HOMNIRT RFP #3562 &ASTE
A, PUREERGETH, N Fua—F v %20mg
/ABECTRELZHEHRT AL ENTEY, BI/WT
TV UHEDPLRERMABIT L2 L EZ SN,
HBERRGE DRSS BHELEL T B b ETIE, &l
BT 2RO EFACTIIRIBEZI LTV Y
WrERL, NAWREB L VCEBRE T LEFDH
bo FRBAWT IV UIROBE N L TR OERY
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