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TWO CASES OF MILIARY TUBERCULOSIS WITH SIADH
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(Received for publication December 14, 1988)

Two cases of miliary tuberculosis with syndrome of inappropriate secretion of
antidiuretic hormone (SIADH) were reported. Case 1. A 70—year—old woman suffering
from general fatigue and appetite loss developed neck stiffness and stupor three days after
admission. The chest X—ray film showed a miliary pattern in both lungs. The lumber
puncture showed high pressure and increased leucocytes in the cerebrospinal fluid. Serum
natrium concentration was 113 mEq/L. Tubercle bacilli were seen in the broncho—alveolar
lavage fluid by the Ziehl-Nielsen staining. An improvement in electrolytes balance was
produced by 2.5 % NaCl and antituberculous treatment, then her mental function recovered.
Case 2. A 7l-year—old man was admitted with gastric ulcer. When he developed dry cough
thirty days after admission, the chest X—ray film showed a miliary pattern in both lungs.
Acute respiratory failure advanced concomitantly. Tubercle bacilli were seen in the sputum
(Gaffky 5) by the Ziehl—Nielsen staining. Antituberculous treatment was started. Although
the miliary shadow improved gradually, hyponatremia was rather progressing. The
following values for serum constituents were determined : sodium, 118 mEq/L ; antidiuretic
hormone, 10.3 pg/ml. Antituberculous treatment and supplement of NaCl (10 g/day)
improved serum natrium level. He had no mental diasturbance in his clinical course.

* From the Department of Internal Medicine, Asahikawa Municipal Hospital, 1-chome,
Kinsei—cho, Asahikawa Hokkaido, 070 Japan.
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In both cases, thyroid, renal and adrenal function were normal. Systemic edema and
dehydration did not exist at the state of hyponatremia, and it was very clear that
laboratory data were compatible with SIADH criteria.

least commonly recognized causes of STADH.
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SIADH 13, FEAEBREDOFFIKALE Y (ADH)
DA TS b U, £ 7o X R ADH EEAEREE I H
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PB (9A1H) BIOCHEMICAL (9 A 1H)
WBC 7100 / mm? GOT 73 K. U.
Band 13% GHT 54 K. U.
Seg 72 % LDH 630 W. U.
Mono 9% 1 41.9%
Lymph 6 % ’—_U 4.4 %
RBC 446 % 104 / mm? il 9.7%
Hb 11.5g/dl LIV 12.7%
Ht 33.9% \Y 31.3%
platelet 35.9 X 104/ mm? Al-P 26.6 K.A.U.
LAP 283 G.R.W.
URINALYSIS (9H1H) r—=GTP 133 TU/L
sugar (+3) Ch-E 0.63 ApH
protein (+1) T - Bil 0.6 mg/dl
keton body (+1) TP 8.0 mg/dl
gravity 1. 015 BUN 13.7mg/dl
Cre 0.5mg/dl
S-~ELECTROLYTES (9H1H) UA 2.4mg/dl
Na 113mEq/ L BS 148 mg/dl
K 3.2mEq/L
Cl BmEq/L CRP 0.6 mg/dl
ESR 30 mm /lhr
BLOOD GAS ANALYSIS (9A1H) PPD (=)
Pao, 68.3 mmHg
Paco, 24. 1 mmHg
pH 7.45

(room air)

CSF-STUDY (9 A2H) (10A28H)

color clear clear
pressure 320 170 mmH 0
cells 244 /3 18/3
poly 58 0%
mono 42 18 %
protein 100 109 mg /dl
sugar 43 40 mg /dl
Cl 88.17 114 mg/dl
tryptophan (=) (=)

HORMONAL EXAMINATION

(10A208)

Ts 68 ng/dl
T 8.1 ng/dl
TSH 6.9 mg/dl
cortisol 21.7 mg/dl
aldosterone 9.7 ng/dl

17-OHCS (urine) 7.8 mg/day

(104 8 &)

ADH 0.8 pg /ml
(10A208)

ADH 0.5pg/ml
PRA 0.2ng/ml/hr

PB: peripheral blood  CSF : cerebrospinal fluid PRA: plasma renin activity
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ABEREEIE © B F 150 cm, {AF 41 kg, {Aif 36.4°C,
ﬁfﬁm 90 '9} « ¥, IMF 170/102 mmHg, L 20/53 «
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i o fo, HOHMRIE ST OFRMEHEF v oy
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AL thrill Zflih 72,
RIZED - 12,
AR (KD AMIMAMEREIE 7100/mm® T,

SYENC BN B - oo IRTIRIREE, JREA, b v
(RsegrET, b ¥ i@ GOT, GPT, LDH, ALP,
LAP ® EH 2Bz, MiGhd Na & Cl 3EhZEh
113, T8 mEq/L &K<, MEREE$ 232 mOsm/L,
PRSI R 304 mOsm/L, Rt Na ittt 13 263 mEq/
day TdH -7z, #2547 (room air) (&, Pap,=

R 7200 25 0 BRI

b, ¥k ('864F10H20H)

TEHER O Mg X 455 51

Furosemide 20mg IV.
PSL
[SM,INH, REF |
[EB ]
S- A U 4r
o o A o
mEq/L mEq/day
1401 400 rmmméﬂ}.mz‘ [280 [283l [278‘ [267]
h/}\ o] 1384 e 4#2 437
QT
130 3004 ‘\
I 4
|
4
IZOT 200+
110 100-‘
'86 8/31 9/12 3 4 9/10 9/20 9/30 10/10 10720

(ABE) (#b)

B2 fEf] 1 DKM

PSL : predonisolone

ADH : antidiuretic hormone

PRA : plasma renin activity
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68.3 mmHg, Paco,=34.1 mmHg, pH=7.45 T & -
72 M X MRERE (M la) <&, 2SS icidh
T 5 ER 1~2 mm O/PNRRE %23 7o DIEK, fifid -
MR 1 - oo BAES CT T, FHINEABDOLHR
PE/NVIZE & IS D& IR AR D 78, BURPES « T
RIS LD - 72,

ARt (K2) : ABRROE A L @BEOEHEE
EARFUREEDSHEL L, 3 BEICIZ 37°C B DFE & IHI
BEEHAS obh, EHEER3-3-9IEICTM-3%T
BALL 7o MR X 5 5 ¢ RS SEEL NI DT,
Hi, SRS ORI EIT » 1o s, TN biatk
TH-teo ABE4 BHIZKEX 7 » 4 /N— 23— 7%}
1T UIRatei b o SEMBEE R Ui, BRRET
Cl i »3{K < 75 < tryptophan KIGMEEYET, FERKEH
HES N> tcbo o, HEED EF (320 mmH,0),
A o (244/3), BEEOMKT (A3 mg/dl) B&
O IR D HEFT 2 286 1 12 O BERIAE R IS OF 5 U 7o k%
MRS LW L, PikEtg3E (Streptomycin 1000 mg/
day * Rifampicin 450 mg/day * Isoniazid 500 mg/
day) o5 %BG L0, —7F, ABiln» o oni
1% Na {& C1 i i3, #2181 % SIADH D2l
AZififz LTB D, FEHERRKKIC SIADH 2% L -
TEDEEb N, ABEEHD O EEBEENSSHICET L
fotedh, K Na MAEOKEEHWE LTABE3 HELD
2.5 %k Atk E furosemide D#¥G% L7z, Z DFE
R, ABE# 5 HHIC R Na & 137 mEq/L, [l

-

oM O EmeE E 6T

ClfEi 97 mEq/L, IM#R&EFE 280 mOsm/L, Riz%E
JE 384 mOsm/L &80, By ~NVid3-3-9FT
1 -3FTdEE L, BB, RbokE, EA, 7t V&K
WARE 3 HEIEHALL 2o 9 H 4 HRIRR SEL &R
WAL BE THUAS LR 261, I X R H & Rl
FUdiRER b cHF L WEEER D Y (K 1b, &
D, 11 A 3 B, EERERE SRR LIET L,

E B 2.

BOF TR B

FOTFHEBRE, M, PRI,

BEAERE : 27 5%, HIEIE

62 ik, MMEEZE,
67 %, EIMESE, 18HE %

BURAE : 1986 45 7 A 3 Hic B M MBS £ 2
TIREICABE L2 8 A3 LY T A5 5 EBOELHE A
HELL, 8H 16 H & v gl X $REHEIC U F AM/NRLR
A 5N 38°C L EOMEREM K 12, A EIREENIR
WIZBALLIFR AL & o - 7o, 8 1 25 HfiAZfE)|
WBE~EERE L 72,

ABEHFERAE © BF 160 cm, (AEE 40 kg, AR 39.1°C,
WRd1100/43 « £, M 210/120 mmHg, MEKEL 36/457
¥, Bz o0RE (1-3) L, BELRIAGHHT
EHTSH 25, SHESFHIBEEE L T io, PRI IS ECALIE
T, MOESOLEEEICE LW iahE 5 AR L 7, WL
HICERE A D T,

%2 SIADH OZWrH#EL HER 2 BloATE,

2 oW A mOE OB O M O#H OB R
5Bl 1 : WA 2

%o I H |
1.5~ Na <135 (mEq/L) \ 133
2. Posm <270 (mOsm /L) i 261
3. Uosm>Posm (mOsm/L) Uosm=304 >Posm= 232 E Uosm = 474 >Posm= 261
4.U-Na > 20 (mEq/day) ! 198

B 4 m H l
1. ik EHE : otk
2. FERE. MK Ftoka : A
3. BMREIE T (mg/dl) | BUN=13.7 Cre=0.5 ' BUN=22.0  Cre= 1.0
4. BIBHRRES T B ! BOT
5. HURARBEIE T low T3 syndrome ': low T3 syndrome

2 % B R :
L.PRA =5 (ng/ml/hp : 0.6
2. ADH/PRA =3.91 +0.87 ! 9.5
3. UA <5 (mg/dl) l 2.9

SR ER 1), 5), 15) ZBIALE
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PB (8 A25H)

BIOCHEMICAL (9 A 1H)

WBC 2100 / mm?3 GOT
Band 15 % GPT
Seg 72 % LDH
Mono 2% I
Lymph 9% 1
RBC 431 % 104 /mm? 1
Hb 12.6 g/dl Y
Ht 36.7% V
platelet 15.7 X 10* /mm?3 Al-P
LAP
URINALYSIS (8 H27H) r—GTP
sugar =) Ch—E
protein (—) T - Bil
keton body ) TP
gravity 1. 015 BUN
Cre
S—-ELECTROLYTES (8 H268) UA
Na 139 mEq/L
K 2.8mEq/L CRP
Cl 104 mEq/L ESR
PPD
BLOOD GAS ANALYSIS (10H 3 H)
Pag, 147.5 mmHg
Paco, 45.3 mmHg
pH 7.40

(02 5L /min Mask)

KoM OE K &
HORMONAL
92 K.U. (10A218)
50 K.U. Ts
1746 W.U. Ty
22.3% TSH
35.8 % cortisol
21.4% aldosterone
7.6'% 17- OHCS (urine)
12.9%
13.9 K.A.U. (0H8H)
218 G.R.W. ADH
49 1U/ L
0.49 ApPH (10H218)
0.8mg/dl ADH
6.0 mg/dl PRA
26.3mg/dl
0.9mg/dl
4.0mg/dl
26.Tmg/dl

65 mm /lhr
(=)

EXAMINATION

51 ng/dl
5.7 ng/dl
4.3mg/ml
12.0mg/dl
5.2ng/dl
7.1 mg/day
7.1 mg/day

10. 3 pg/ml

5.7pg/ml
0.6ng/ml/hr

PB: peripheral blood

a,

CSF : cerebrospinal fluid

TEHERT ('864F 8 H23H)

PRA

: plasma renin activity

b, BEH (861088 AH)

B3 REFI2 AR, IEHREOKE X M5 E
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Furosemide (mg/day) 20

M-PSL (mg/day) @%%OPSL (mg/day) 40 30 2 20 ‘f’
[SM, EB, INH, ]
/ FOY (mg/ day)l—SW—l r _]
S-Na _Na Jﬂl?%;(’;‘aiﬁ}f 299 261 287
S i B g B i
1404 400+ ' ..... A 0.1
w/uéﬁﬁi
1304 3001 ' ﬁl
I é (8/23)
A
1204 2001
1104 100 400
200
e e,
86 7/3  8/25 9/5 9/10 9/20 9/30 10/10 10/20
(AR (#pe) (#xBe)
4 GEF 2 OEEKZBX

PSL:
ADH : antidiuretic hormone

predonisolone

BRAERAE (£ 3) : KMMmAMEREE 2100/mm® T4

W3/ S ENE R L CH D, M Na fiid 139 mEq/L,
ml?'ﬁh Cl{HiZ 104 mEq/L Th -1, £/, GOT, GPT,
LDH @ EH A2 12, HIJIZ/\[&L;’@ 8 H 23 H D g
XBEETE, miieEic B 5/ ki
%, Rﬂk@%&ﬁﬁfgﬁrﬁx@ifwﬁﬁL’Cb\t (B 3a)s *.
B, DIEKPHG S - MOFTRIZERD 8 - 12,

ABER&E#E (X 4) : bk, FRARRE 5IEL
L, F 7o UmiimmE & 80 mmHg LT KT L7z, 8 A
26 H, ERPIciEKE (Gaffky 55) 2970 T,
il H & » Streptomycin 1000 mg/day * Isoniazid
400 mg/day * Ethambutol 1000 mg/day @ b4
EaEBIE L, MRARI LT, ALIFRERETT
methylprednisolone % 3 H i T 2000 mg #7F L, #L
FERGRRE R R 7o 9 B 1T Hic A TRRIRES A S Bl L

fohs, ZODEHBDSME NafHiIdR~ I FLT10 4
3 HIZIZ 118 mEq/L £ T£ v, [fiifh ADH i 10. 3 pg/

mlETER Uik, COBOMKEA 25T (5L/min @
Be#E <27 TRAY) B, Pao,=147.5 mmHg,
Paco,=45.3 mmHg, pH=7.40 T& b, Ha#kEZE, B
K, TR M 5 o T DFERNIE Na [MUF H B0,
#2128 5 SIADH o Wi EE 7o LT, B
B LD IS D - T o DA I Na [HORIEE &
i1, NafiA£E%E 10g/day, #HEEE 2000 ml/day

M-PSL : methylpredonisolone
PRA : plasma renin activity

FOY : gabexate mesilate

E LT, Tk, M X #EHE (K3b) &Ml Na f#
DHHEERD T, 73410 A 21 HORIRIEHERA TR
Ty 2 5lng/dl LK T L TSHD EF%2HEDE W low
T; syndrome % £ L TW7z, 7z, I cortisol &
12.0 mg/dl, I aldosterone (& 5.2 ng/dl, R 17

~OHCS I3 7.1 mg/day & BIBHELIZEN TS - 720

E ES

flifs A% 2 ks MRS TP @ Na & Cl O{ET % &
T &3, 1930 FERIcT TIciiEahTw 3P, Sch-
warz 513, 1957 HFICKE XREEE 2 Fl 0K Na [IIED
JRIR & LT ADH Sy 21875 L, SIADH D% %
Mo THWEY, 2ok, £2I1RTLERERUORA
IHHE» SIADH oML LTsEnohTn sy,
SIADH O FEREED 4.1 % 3l Tch 5 LHES
nNTWBY, —F, KEEOEEMRERESETIZ10.7
%1% Na MAEDS A 5N, kA% 1< ik Bk 5 % O
Lo BIicE 9 A K Na [fIfiE (& SIADH 28 7S RKA &
EZoNTVAEDY,
INETOHEL T LMD E, IR OREKIEREA
12 & % SIADH ORIEMFERUT O 2 s KBlah 3,
4. TADH @ #| 13 FRAKRED ADH S I
& BE9 55 Smith & IFEGHEREF R I & 5 SIADH
& 3PS L, B L2 2 B TR T — N EA%IE I
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SRR A RS B o 12 2 Eh S, R
B RAE DS RIR T B — P AR L HE L < ADH %
&5 EEZTY, Ducobu 5ld, =¥/ — ATk
%I, 5D ADH WG+ 2 2 & 2IGH L, ##%
MBS C X 5 SIADH 1oxf L C/KEF 2 b EK -
¥/ —VART X ATV, ADH I3 FEEBERSR
ThHB LML TVAY, FrfliEECRPENERIC
BV, BUHEESOMFERE, SKRES R MIEC X3
YR LR AR ORI, MREETICX 3 ERE
DETEE, WIhd HEMREHOER (BIZERMRE
FROED L ORZEMERORIE) & &L, VEEKR
B0 ADH EET & LbhTng DI,

o. [ADH D@2 #5 M HE» 50 ADH 43ihic &
%5 &34 5] Vortherr 513, ENallfEx &/ Lk
it f6k A% BB O 5 RS G 1T oD w B U AT B B o0 S B 1
arginine vasopressin ZikBH U, fEKEB[EYE % FE
HELBOWI EAHEI»D 2D AT, WMEMKEEIZ ADH
T B ERERL TV BV,

—7, RS R EE 92 flo ADH 4z o v
TR L, MiEEEICA SN 55 ADH MAEOFEK
D% BIFRALRIC X B A 2 DREIINT 5 KIET
H % 7 SIADH & @ B > W Tl RIRR O HHH35E
ENTVWB EBRNTNWEY,

SEIbNONHBREER U EG] 113, TR ISHEF L
T FERMERERE St L © SIADH #%t% L, ©® SIADH
IZ & A& Na [E2 EHEE L2 ETS 7008, NaCl ©
AN EBROKEIC, F o RGREN BRI &%
HHIERICBENTH - 1o T2 T3, TREKICL S
PR A2t 4 5 A TIRREE A & B L 7o b &I
SIADH A2FIELTH Y, MEANEOZEEL SIADH @
ERFEREHEE SN, NaCl OFF & DU HREE O fkit
PE Na MIE DO KB ICHTH 70 2H1& ITE Na
MAECEHR O TR CT TI3AE « LR S & OIMER I
FEAERDIE D - 12,

SIADH i 7z WL Tld, ZDRKNEE & FIERF % H#E
FELRDATIHEEIET A ENERETHAH AR
it AU
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