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OIE £ ¥ w4 e 80/50 mmHgsl =,
ke 2ok 1208, SEF4= ¥ 26890k AAHe
2 5Fol e A FREAAAN A E 2y AR
Fad -2 wbAA ] ggleh, FHARAS AAEe E
Z wtew IFGFE ARG o} $259 FFLo|
o] Qlodek, BRAZAA = o7tk gl 5o g
R HEF} HhALEo] Aoy Fgolt 7}, viAEL
2 =& gakrk, iR B AR 274 B Eol
ek gl ek,

HAMM 2 9 Fo o ddR A Y A T4
29,400/mm*(F4T 91%, Yo+ 9%), A4 10.7
gm/dl, Y783 31.9%, HL34 430,000/mm’,
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ESR 49 mm/hr (Wintrobe method)”siet, H¥Y =4l
SGOT~} 611U/12 o7} F7hsle] gl SGPT+= 30
[U/12 A4 Welgient sisd 7o zh2b 2021U/19
2321U/1% ZF7batsichzh 9lsd 169 Zh= 321U/19¢
521U/12 Ael A4 wi¢l2 8 &%=igich F¥3 e
2 4.0gm/dl, -5 2.6gm/dlE b4 Eo] el
2, BUN 22.3mg/dl, creatinine> 1.8 mg/dl2 &7}
5o} glel ot 919l 169 # creatinine¢| 1.0mg/dle
A A8 5l ovi(Table 2), LDHE 4 @41 1,347
IU/18 Z7hsle] 94 “7‘34"& RBC 7~10/HPF,
WBC 1~3/HPFgl a2 xd3e 1+d.209 24417 =
A oA w2 1.88m°|‘119— A4 16%%
A3l 24417 m Aol A e vhiAle] 28 mge2 HAd
o)9ic}(Table 2). & AW A= AAdsdde
HBsAg, HBeAg54 B3 713 g42ks} LE Cell& =

Aok, W) 24 24 AdFada FDP
(Thrombo-Wellco test)®+ ztzt 780 mg/d12} 20 pg/
mlz 27} 5lof glglonk, 14 1634 A3 Al A

5 S Aol

+ 7tz 300 mg/dlek 10 ug/ml el&t2 AAbol gl
RA factor, antinuclear antibody, anti-ds-DNA
antibody= &4l ot P E A9 et 34 (Passive
Hemaggulutination Antibody test) 4= ok A (titer>
1:800) o] 9iv}. E.H. fever®} R. tsutsugamushiol] o g+
A Hae 25 ZAololr) 9lel 3, 5 8§ 12
o zkzt 418k FDP 7 Abeh 9J4 3, 8 12%el 4 4)&k
euglobulin fibrinolytic activity'®s Table 1ol S.oFs}
odrh

walderE] AL F4% XA #d4(Fig. 1) +
F7k ared Qlol ot Aokl SFF7HeS &
Ho|x| gkghch B-H-Z2-Fubgabab Alahe oFzk A3

X A
2

¥ o

olor] b 4ol 3 U¥-el ek 2719) Aol
2 et DMSAALS A} (Fig. 3)
ol w3 sigle

N
—_

23 5o} 4174 o] o] 4]5)
o4 413 7el lsted ch4e

ERE

Table 1. Profile of FDP and Fibrinolytic Activity in
Euglobulin
Hosp. Date FDP Euglobulin Fibrinolytic
(days) (mcg/ml) Activity (BAU*)
3 20 42
5 10 -
8 10 3€
12 <10 49
Y .
* BAU : Biood Activity Unit (Normal Pooled Plasma Fig. 1. Posteroanterior chest roentgenogram shows
=100 BAUs}, pleural effusion in the right lung.
Table 2. Medical Progress of the Patient
Hosp. Date Blood Pressure Urine Volume WBC Count Scr % 24br urine
(days) (mmHg) (ml/day) (mm?) (mg/dl) protein (mg)
1 80/50 890 25,800 1.8 -
2 120/80 3,370 29,400 1.4 1,800
3 130/90 3,500 10,100 1.3 -
6 110/70 2,250 9,600 1.0 272
10 110/70 1,400 3,000 0.8 -
14 110/60 1,350 4,500 0.8 28
16 110/70 1,450 4,200 0.7 -
#Scr : Serum Creatinine.
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Fig. 2. Computed tomogram reveals variable sized
infarctions on both kidneys (A, above), and
also shows multiple infarctions on the spleen
(B, below).

o], oojA Al g 5-5-73F¢ 4 (Fig. 2A, 2B)olA
E GF AL AR AR en, 29A Fof H Azl
A FAE Bofoz Al Sodo] Aoty F-&o] of
2 % A= 2 vigellm Fodo] Zhad winio]
#A s on, 2YGA Fof F AN FGFH o] 5
A omi F9 2ol Fiio] A Heg Mop
oA ALz} wiate] A4 A1AbEkg el Ao A4S
gl sb7] sl Al Az (Fig. Pl = 414
Aol cpeFdl 27]9] B (perfusion) 7} 74 &1 Hw
o] Iasle] A7 o] Bhels et

X2 W A Y 4] AT AT S
Nod gAAe} HFY s8lo2 A asle] Haf 4=
Alztatal o] ¢l 69 b sHEIgich FAAIFA S
Uelg T3] A A F 5 25 A opEA
Al Aol o4 slo] HFZFeiadE Adden] e
a7dde] Al B g A AU Azdes A9

Fig. 3. **Tc-DMSA renal scan reveals multiple cor-
tical defects on both kidneys. The images are
of the right and left kidneys in the anterior and
posterior projection for the same patient.

stod Aol g gelatsict e A A4
oz Pravepyel Ant F hyH JAAAE 2
of g 180l E 43t HA A Az 24 B
Folrh

i} -

e ~vehd.e L interrogansel 218 F4 HAA
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g dogle ez A Qe Qe Tl
Wl Al F3E L. interrogans®. 71& 4 of 55
zreislo] Ux AH FEe 4awg B8 i s, ol
Aol 7" FEEYE AY L& 5 EUS Fol
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ﬁz 4. Selective renal angiograms of the kidneys reveal multiple corﬁcal defects and

hypovascularities (arrows) indicating infarction in correspondence with ™ Tc.DMSA

renal scans.
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A Case of Leptospirosis with Multiple
Renal and Splenic Infarctions

Jong Bong Kim, M.D., Hun Kyan Lim, MD.
Soo Nam Moon, M.D,, Jin Ki Baek, M.D.
Hyeong Keun Bong, M.D., Mi Kyeong Cha, M.D.
Won S8eok Chu, M.D., Dong Ho Yang, M.D.
and S8ae Yong Hong, M.D.

Department of Internal Medicine, Soon Chun Hyang
University, College of Medicine, Cheon An, Korea

Pyo Nyun Kim, M.D.
Department of Radiology

Ok Pyung Song, M.D. and Muh 8ik Cho, M.D.
Department of General Surgery

Leptospirosis is an acute disease characterized by the
symptoms of fever, myalgia, headache, and blood-tinged
sputum, One of the prominent features in leptospirosis is
hemorrhagic diasthesis, which is attributed to capillary
injury of uncertain nature. Pathogenically the vascular
damage has been elucidated to begin with increased
permeability prior to endothelial necrosis. However, as
different from the previously reported hemorrhagic
complications there have been reported a few cases of
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leptospirosis complicated by infarction of the organs.

We experienced a case of leptospirosis which was
confirmed by passive hemagglutination antibody test,
with multiple renal and splenic infarctions in a 17-year-
old school girl. The diagnosis of the infarction was
made by abdominal sonography, abdominal CT
{computed tomography), and selective renal angiogra-
phy which revealed multiple well defined lesions and
hypovascularity on both kidneys.

In this case the mechanism of infarction of the kid-
neys and spleen is uncertain. The serum levels of FDP
and fibrinogen on admission were slightly increased, but
not significant. The total fibrinolytic activity in eug-
lobulin fraction was found to be decreased during the
progression of the disease. There were no positive find-
ings suggesting diffuse intravascular coagulation except
for the slightly increased level of serum FDP.

Her symptoms and laboratory findings were nearly
normalized 2 weeks after treatment. And she was dis-
charged with favorable condition.

We present one case of leptospirosis which showed
decreased fibrinolytic activity throughout the progres-
sion of the disease, and complicated by infarction of the
kidneys and spleen.

Key Words: Leptospirosis
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