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Syndrome of inappropriate secretion of antidiuretic hormone

(SIADH) # &8t L-MEMmi%o 1%
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Fig. 1
nular reticular shadows.

Chest radiograph on September 3, showing gra-

Fig. 2 Chest CT on September 3, showing linear opa-
cities, small irregular opacities, nodular opacity and
bullae in both upper lung fields.
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ABERERASHT L © CRP OREE RS, F MY 7 20K
i, KL-6, SP-D & L5 %38%, BIRILA A 5347 T,
PO, 52Torr & KEER ME 2 f20 72, BEWICH T 5%
fEEHOURIE, Wb BEETH - 72, LT T —I1, poor
study @72 DM R, AR TH - 7228, HEE
DEZRFAMBIALZ 2O, APG 34mmHg &£ HETH Y,
W Es I 2 5872 (Table 1).
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Fea o M PiRPEs, BRIHEE, PUNEEIC X 2 EH K
B, T MYy A ME SR L CidAEB A K 500ml /day
WCCHIIEZAT o 72, 12 H 2 H, %55 S0 Hd 9 i Bron-
choalveolar lavage (BAL) % Jitif7T L 7-.

BAL Fi i Tid, U 738k 323" (Table 2),

Fig. 3 Chest radiograph on November 20, showing ex-
acerbation in both lower lung fields.

Fig. 4 Chest CT on November 20, showing ground-

glass-opacities and linear opacitie in both middle and
lower lung fields.
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ABeHE X D b)Y ASER B LT W2, R
ROF, BEEAE, BIBERREIZIE R, BERE R o)
WREDBRO Lol RIEF T, REETEH 471
mosm/ | & B E /R L, 4R EE A 257mOsm/kg &
BAETHAHI2HBHH ST, 1% ADH 2% 0.84pg/ml & 45
WERFRLTWAZ LA 5 SIADH & #ZWr L7 (Table
3). ok, HOKHIREAEOMMR (NaCl 3.0g /4% 3)
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Pulmonary hypertension (+)

Table 1 Laboratory data on admission

WBC 4,460/l TP 6.1 g/dl

RBC 328 x10% ul Alb 24 g/dl

Hb 99 g/dl GOT 25 10/1

Ht 29.0% GPT 11 1U/1

PLT 26.7x10* ul LDH 212 1U/1

ALP 247 10/1
T-Bil 04 mg/dl

CRP 3.6 mg/dl Na 129 mEq/!

BUN 11 mg/dl K 39 mEq/I

Cr 0.72 mg/ml Cl 94 mEq/I
Immunological tests

1gG 1,721 mg/1 ANA (—)

IgA 294 mg/1 aDNAAD (—)

IgM 67 mg/dl aSmAb (—)

C3 88 mg/dl ascl-70Ab (—)

C4 32 mg/dl aRNPAb (—)

aSS-AAb (—) P-ANCA <20 EU

sSS-BAb (—) C-ANCA <10 EU

JO-1ADb (=)

RA (—) KL-6 1,970 U/ml

RAHA (—) SP-D 211 ng/ml
A terial blood gases (room air)

pH 7.383 BE — 0.1 mmol/I

PCO; 37.3 Torr HCO3~ 23.0 mmol/!

PO, 52.0 Torr 02SAT 91.6%
Heart echo (poor study)

EF: 80%

Mild TR (+)

A PG: 3dmmHg

Fig. 5 Chest radiograph on admission, showing granu-

lar reticular shadows in both middle and lower lung

fields.
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Fig. 6 The chest CT on admission shows honeycomb

formation and
left lung field.

ground-glass-opacities, mainly in the

Wk, BRMEFEASHBL, CRP 20.7mg/dl, WBC 12590/ul &

FIESIL D 5%
Jiti 9% D PRI &

R, MTETEM 2 DRI X B M
LRIz WRIREOE LD H Y, PSL
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Admission Disturbance of Pneumonia

consciousness
¢ PSL 40mg/day
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Fig. 7 Clinical course (@ Na, []POz2)

Table 2 Bronchoalveolar lavage at rB®

Total cell count 3.22x10°ml
Macrophage 88.3%
Lymphocyte 74%
Neutrophilic leukocyte 3.2%
Eosinophilic leukocyte 1.1%

Table 3 Additional examination

Serum

Na 123 mEq/I

K 44 mEq/I

Cl 88 mEq/I

Cr 0.67 mg/dl Fig. 8 Chest radiography after treatment with predni-
Plasma solone, showing an improvement.

Osmolarity 257 mosm/I

ADH 0.84 pg/ml

Cortisol 124 ng/dl

17-OHCS 3.2 mg/day

PRA 0.2 ng/ml
Urine

Urinary Na 77 mEq/]

24h Cer 102 ml/min

Urine osmolarity 471 mosm/I

40mg/H ZBIE L7z, €0k, MO % R 7278
IPRIREE L & DSBS b EE (Fig. 8, 9). [
WCIEF Y ARED EFHMANE TUEL RO
72 (Fig.7). LaL, Pik154E2 H 22 HAZ, KRS
nrz.

Fig. 9 Chest CT after treatment shows a pneumotho-

rax, but interstitial pneumonia is improving.
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Fig. 10 Differential diagnosis of hyponatoremia
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Abstract
A case of interstitial pneumonia accompanying SIADH

Koji Sono, Tatsuo Kawashima, Kozo Maruyama, Misako Ashizawa, Sayaka Kawashima,
Kyoko Kikkawa, Yumiko Nishi, Toshihisa Kuroda, Tsukane Goto, Yasuo Matuzawa,
Ryutaro Matumura and Koji Shirai
Department of Respiratory Medicine, Sakura Hospital of Toho University School of Medicine

A 75-year-old man was transferred to our hospital on November 28, 2003 because of acute aggravation while
being treated for interstitial pneumonia superimposed on pneumoconiosis at a local hospital. Upon admission, oxy-
gen inhalation therapy and antimicrobial chemotherapy were started for the interstitial pneumonia. In addition,
since he showed hyponatremia from admission, a saline load was administered and the clinical course was ob-
served. However, disturbance of consciousness developed on January 5, 2004. At that time, the serum sodium was
115mEq /I. Since secretion of antidiuretic hormone (SIADH) had continued despite a low plasma osmolarity, we di-
agnosed syndrome of inappropriate secretion of antidiuretic hormone (STADH). We initiated treatment with water
restriction and saline load, but no remarkable improvement was observed. From February 7, 40mg /day predniso-
lone was started because of aggravation of interstitial pneumonia. As a result, the respiratory status and image
findings improved, and serum sodium level was normalized. This case was considered to be STADH secondary to
interstitial pneumonia. Among respiratory tract diseases, STADH is often caused by small cell lung carcinoma, al-
though it may also occur concurrently with other respiratory tract diseases. Since hyponatremia may manifest
grave disturbance of consciousness, investigation of the cause is important.



