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Peripheral Blood

Blood Chemistry

Blood Chemistry

RBC 142104/l T-Bil 2.07mg/dl ESR 170mm/h
Hb 5.5g/dl 1-Bil 1.4mg/dl CRP 0.3mg/dl
Ht 17.5% TTT 14.0K.U.
MCV 1243 ZTT 28.3K.U. Fe 99pg/dl
MCH 38.5pg Alp 2.6KAU Ferritin 290ng/ml
MCHC 31.3% GOT 30IU/1 TIBC 174pg/d1
Ret 17.2% GPT 61U/ UIBC 107¢g/dl
Plt 25.3%104/pl LDH 13051U/1
WBC 5300/l Cho-E 0.444ph Haptoglobin

Meta 2% <10mg/dl

Stab 36 Na 140mEq/1

Seg 28 K 4.3mEq/] D-Coombs’test (+)

Eo 1 Cl 109mEq/1 I-Coombs’test (+)

Ba 0 BUN 10.8mg/dl

Mo 11 Cr 0.79mg/dl PAIgG 222.3ng/107

Ly 22 UA 5.8mg/dl cells

Bone Marrow
NCC 51.8%x104/pl, Meg 156/p1, M/E ratio 1.0
Marked erythroid hyperplasia
Granuloma (—)
Abdominal Echogram : moderate splenomegaly
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SUMMARY

A 38 year old male was admitted to our hospital
in 1985 because of bilateral hilar, neck and ingui-
nal lyphmadenopathy. A diagnosis of sarcoidosis
was made on the examination of lymph node and
liver biopsy. He had been followed without any
therapy and was suddenly suffered from fever and
anemia in April, 1990. On admission, laborato-
ry findings were as follows ; RBC 142X 10*/¢1, Hb

5.5g/dl, retic. 17.2%, Plt 25.3Xx10%/pl, WBC
5300/pl, Bilirubin 2.07mg/dl, LDH 13051U/l,
Haptoglobin <<10mg/dl, Coobms’ test (+). Bone
marrow examination disclosed marked erythroid
hyperplasia. A diagnosis of autoimmune hemol-
ytic anemia was made and he was initially treated
with prednisolone (60mg/day). Anemia improv-
ed in the beginning, but the side actions of this
drug, such as moon face, acne vulgaris and aseptic
necrosis of the femoral head etc., appeared gr-
adually. In order to avoid the recurrence of he-
molysis and to minimize above side effects, the
dose of prednisolone was reduced and 400mg/day
of danazol was added at the same time. Althou-
gh the doses of both drugs were reduced gradually
and eventually the patient was treated with only
50mg/day of danazol without prednisolone in
March, 1991, RBC and Hb remained within nor-
mal range.

Although the occurrence of autoimmune hemol-
ytic anemia in patients with sarcoidosis is rare,
the basic immunological defects may be the cause
of both diseases. Danazol is valuable in the trea-
tment of autoimmune hemolytic anemia in which
glucocorticoid seems to be necessary for long term
management.

X

1) James DG and Williams WJ: Immunology
of Sarcoidosis. Am J Med 72:5-8, 1982.

2) Lower EE, Smith JT, Martelo OJ and Baug-
hman RP: The anemia of sarcoidosis. In:
Sarcoidosis, James DG ed., pp. 51-55. Bong-
raf Italiana srl, Italy, 1988.

3) Schneider RM, Worsley A, Lichtman S and
Meyer R]J: Sarcoidosis with immune hemo-
Iytic anemia and thrombocytopenia: Hum-
oral aberrations responding to steroids or spl-
enectomy. Mt Sinai J Med 49 : 115-120,
1982.

4) Sordillo PP and Briggs DK : Hemolytic an-
emia in patient with sarcoidosis. NY State J
Med 82 : 362-364, 1982.

5) Desablens B, Pruna A, Gontier MF and Mes-
serschmitt J: Autoimmune haemolytic ana-
emia associated with bone marrow sarcoidos-
is. Acta haematol (Basel) 71 : 204-206,

~1984.

6) Gibson J: Autoimmune hemolytic anemia :
Current concepts. Aust NZ J Med 18 : 625-
637, 1988.

7) Ahn YS, Harrington W], Mylvaganam R,
Ayub J and Pall LM : Danazol therapy for
autoimmune hemolytic anemia. Ann Inter
Med 102 : 298-301, 1985.

8) MEMfER, MEEE—R, MEHK, EHNE :




Faf B— 248t 3 OAE AR L 145

B — VBB RER U TS E TR tol (in press)

Mg . ERERILIE 31 : 256-257, 1990. 11) Schreiber AD, Chien P, Tomaski A and Ci-
9) Ahn YS, Harrington WJ, Simon SR, Mylav- nes DB: Effect of danazol in immune thro-

aganam R, Pall LM and So AG: Danazol mbo-cytopenic purpura. N Eng J Med 316 :

for the treatment of idiopathic thrombocytop- 503-508, 1987.

enic purpura. N Eng J Med 308 : 1396- 12) Ahn YS, Fernandez LF, Kim CI, Myalvaga-

1399, 1983. nam R, Temple JD, Cayer ML and Harring-
10) Kondo H, Iseki T, Goto S, Takaso T, Ohto ton WJ: Danazol therapy renders red cells

M and Okuda K : Danazol therapy in imm- resistant to osmotic lysis. FASEB J 3: 157~

une thrombocytopenic purpura —the efficacy 162, 1989.

of low-medium dose therapy—. Int J Hema-

S il BB I
i PRHE TIeZ 5, RO 8250 8557 rewmss »

:ﬁﬁ )6@ 5‘—74 7"] 1% —-—}7 o /SRIVAITIRABID S IBIENTIREIC

0 EERDHERZREHEE

® ZAAED KB I—4 (1= 110m) Z 5o

® RN — 2 AR EER g (TEC-8251)

0 LI TTEHEBEZZIREMAYIT

o \wIS/NMILCD T ERZRPI<ERS
o LERAEEIFTERATVaY)

FEERICAE—T AN TE B RMEIRARULL /)
r—ZIE <R ME N RERELIZL /)
ERMEEIRT D2 BB ETTERUIZLY/ 4

ILZMZORTREBICHE TS

NIHON <OHDEN

E7IN K i
HARERMEHA 24

T260 FEMMAEE20EN 2 AL
0472(46) 4546
HLWEREERAELTEETS
Lt TBRBRICTHERT SV,




