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Fig. 1. Abdominal ultrasonography(initial). A cres-
cent shaped hyperechoic lesion occupied
the perinephric space with focal low echoic
portion suggesting hematoma formation with
foaal liquefaction The right kidney contour
was preserved without hydronephrosis or
atrophic change.
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Fig. 2. Abdomino-pelvic computed tomography with-
out contrast enhancement. Contrast media
was not injected due to increased BUN
and creatinine level of the patient. A cres-
cent shaped high density lesion was noted
in the right perinephric space suggesting
perirenal hematoma which caused the ante-
rior displacement of the right kidney. The
right kidney and the left kidney were swol-
len mildly.

g7 2+, WY¥TE 1+93, 893 AAME WBC
5-10/HPF, RBC 10-20/HPFe|3lom, ti5e] Aol
gaER e, 8 AT WG A B AR o
tth. ©]¥ AHALS Hantaan virusol] gk ®y &)
g7lE 1:512002 F4o|dch

WAIMSE AA: 49 2980 Fa2E $2 &
59 257 Az $3 33527 o] Yo
ANYE EF 280 AAY $2 AFFHZ hypere-
choic¥ W¥o] HoaA ATl ¥Fo] 4HA
tHFig. 1). o1& Z¥sly) 98 E32-2v Az o
Z 89¢ AN¥Ystded, 93 ARFHE Holg il
AE g HAL AAFEY ¥Fd e 40
AthFig. 2). AW 299, 439 FYAA F7)
7t BEA o} AV|FHILEYS AP, A3}
9 AdEEYE S35 HFig. 3).

Az ¥ Z3: WY 99 FH HxE HJow,
A8 2 ARE, ZEI2F0 Jehd @ARME 4]
ZAstgth 494 294 Eg2 4oy glubgo] gle
FRAY 5 BH £33 ¥4 440t 85¢/dL
N ZaEe 238 B o] 44 e 94]
& AR AN ABFY ADEFE Holm, ¥Y
gH A AT 2UEE AdHe, 2%

Fig. 3. Abdomino-pelvic magnetic resornance imaging. TIWI(a) and T2WI(b) showed
previously noted perinephric lesion. TIWI(a) shows heterogenous isosignal in-
tensity in right kidney area and T2WI(b) shows low signal intensity in the
same area. Center of the lesion was iso- or high signal intensity in T2ZWI(t)
and suggest early subacute stage of hematoma with liquefaction.
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Fig. 4. Follow-up abdominal ultrasonography(1l day
later). Crescent shaped hypoechoic lesion
occupied the perinephric space suggesting
perirenal hematoma with full liquefaction

*—= Platelet count ®—e Hematocrit

600 |- /\ — 40

500 -\ ometusion
'_',; -~ 35
S 400 9
S z
X 300 -3 8
3 :
% 200 | g
ol - 25

100

0 1 1 L I . Y

Hospital days

=R-] Ol S =

Fig. 5 Changes of hematocrit and platelet count
during admission.
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= Abstract =

A Case of Massive Perirenal Hematoma
in a Patient with Hemorrhagic Fever
with Renal Syndrome

Woon Hyoung Park, M.D., Young A Kim, M.D.
Jae Han Jung, M.D., So Rae Choi, M.D.
Tae Soo Kang, M.D, Jung Kun Seo, M.D.
Hong Su Park, M.D. and Sung-Kyu Ha, M.D.

Department of Internal Medicine,
Yongdong Severance Hospital, Yonsei University
College of Medicine, Seoul, Korea

Hemorrhagic fever with renal syndrome is char-
acterized clinically by the triad of fever, hemorrhage
and renal failure. The hemorrhage in hernorrhagic fe-
ver with renal syndrome(HFRS) varies from transient
petechial lesions to fulminant and mass.ve bleeding.
The latter can be an important cause of death in
HFRS. We here report a case of massive perirenal
hematoma in a patient with HFRS,

A 17-year-old male was admited to our hospital
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presenting with fever, sore throat, nausea and oliu-
ria. Computed tomography was performed at the 2nd
day of hospitalization due to abruptly developing
right flank pain and anemia and showed perirenal
hematoma on the right kidney. He was diagnosed as
HFRS and treated with hemodialysis, fluid infusion,
and transfusion. There was no evidence of further
blood loss at the 7th day of hospitalization. After
conservative treatment, he recovered from HFRS.

Key Words : Hemorrhagic fever with renal syn-
drome(HFRS), Perirenal hematoma
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