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A Case Report of Heat Stoke Induced Dilated Cardiomyopathy
Min Gyeu Hwang - Wha Jeong Kim * Do Yeon Kim - Jeong Eun Shin

Tae Hee Kim - Soo Young Park - Jun Sik Nam
Sung Hun Park - Hong Keun Cho

Division of Cardiology, Department of Internal Medicine, Ewha Womans University

Heat stoke is a life-threatening syndrome of multi-organ dysfunction caused by elevated
body temperature. Reported mortality rate range from 17-70 percent. The heat stoke victim's
circulatory pattern is defined low peripheral vascular resistance and high circulatory demand of
other conditions involving tissue injury such as trauma or sepsis. Owing to either to direct
thermal injury of the myocardium or to increased pulmonary vascular resistance, the heart may
not meet the clevated circufatory demand. Heat stoke induced cardiomyopathy is diagnosed by
pathology,EKG abnormality,LDH isoenzyme, echocardiography. Therapy has two purposes !
rapid reduction of body temporature and support of the cardiovascular system. We experienced
a case of heat stoke induced cardiomyopathy in a 21 year-old male who had been observed for
1 years.The Left Ventricular End-Diastolic Diameter(LVEDD) was 65 mm, Ejection fraction
(EF) was 35% initially and LVEDD was decreased 58mm, EF was 60% after 9 months. We

report a case of heat stoke induced cardiomyopathy with brief review of literature.

KEY WORDS : Heat stoke - Dilated cardiomyopathy.
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Fig. 1. Chest AP shows cardiomegaly and pulmonary edema
at admission.
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Fig. 2. Chest PA shows cardiomegaly and improved pulmo-
nary edema after 14days.

Fig. 3. Electrocardiography shows normal sinus rhythm and
diffuse T inversion in [, I, aVF, V3-6.
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Fig. 4. Treadmill test shows normal sinus rhythm and T inversion in |, il, aVL, V5-6.

Fig. 5. Chest PA shows normal.

3
A

3

259
Bl

Zk el

L QAR QR Bt 374
Bz FEEc. 1247 o) $3 el

65 AlZkoluel] A}

25 3
A

<)

BEE

29
I 30

2 B3 5
o}, ¢

A

T
77 -

}JE}

36.5

m

A BolA &

.ﬂ 2.0

oleta] 7A
X

)

]

5300/m
le]

=

203,

i

Pt
=
P

AA oA 120/80mmHg

AR o]

x|

A =3,

27

&}

A=4
ZX

L)
2
o}

BB oM (Fig. 4), A&
g3 29l o=
Rt B
A &
nlE=AEl 34.7%
000/mm? A3}k

2
7 Hol

el

KN
=

4
27}
e %
Ee

209

i

HE&Z o2 #HAL I, aVL, V5-6olA ST-Tw 6| A
=

zg =i

-

o]

dL

_)':_1__



Tk

Fx, 83 GOTe) A3 TReEEH A
ES Hele}, A uigh sk F4

et
%
2
NFAFOZ BEY oY FH ARAY Rt
ol
=
o]

Lo

H

o] A=} shock A&717bl <j3) A o

FAAFES Y AL A= 22 AAL) 4
o] 3+2-8-(catabolism) ol o1&k 12FEFA gt

Fude 34 Axde dxld o3 TS
o 289 4o ALY Austind} Berry5&
AbEo] SloiM FmFo] FAAIRATY Y Fo
WL Bustin'”, Baxterst Teschan 3%
o] datgel g FxFE BIEEA Al
ock¥# A& 1d, 1AFIFTTF] FLE JAE
& 2. Aol % falvide
2 3 ALFET, AVEESH 1Y 9% 3
) A ol GZETE LI

9 re

Fig. 7. Transthoracic echocardiography shows normal LV systolic function.

reduced LV systolic function.

Conns-& Fell 233k Al Falvdo] 4%
dxel HEFS AFTe 2ot 25 wide 7t
of ofsf AUEFH AZFA o8 9L& ¢ H
BH3TH” Qabol ek gt el w2
8 YAFQ dauiad, PHHETIOE Y
thdsh sty A7AE HAth Halden®& AP
of 9 AYAZL] 24, ErupeT AT, =2

ki
¥2
&
%

=

ot
i
(0]
-
o
i
N
ot
9,
"~
r
£
o
ofN
tlo o

o oI% @A WS ol HBFH 2o 3
Bst Ao SEBAATE) Ao oo Fol

_78_



7B thEA AU &8 R 2P R
¥ A4 (degeneration)®] £7AE B Ma-
5& Aol 71918 AlgEAtA A4 FH
o] Aol 8o} ¢l&9 1 FRE] 1/5004 A

< By, 334 A25e A4
A 2E £E o1y P4 BECE F5Y)
AZ7)50] Ayt oo olZ1ste] Ale] EviEaL
A A9 F4e¢ £ vepdth. 34 A2EF9

4
2649 2349 A9dz02 wagly, $99 9
ezt WA, AAE, AU, QY Fo= ¢

3 W=, 71FSE, Y £EFTS, gRF, A

AT F4 F2 AR FAE AXS e

3 Tobe] oz, agja AHbgrie] e, ox
A A HAAA0F ] g AR E
T ofF AAEQ] AAER ol i 34MEF
e Faom Eolerh I8lal Wroblewski 570

B3% LDH-19) 4%& 42 &3¢ dgsted 32
# ogg dud, Whgel 9T B PIEY &3
3} o|el 37154 719% LDH @384 458 5
9 waE BYFORA £94719 992 ¥EF 9
oh Ed AxgstEst P 65E o8 A
2 AE S AT e AU we S0
= 308 Bus £57)59 F4E 2 agw
A2 288 AF Hol/E Bt

£ BANNE ST A5iot FYA%Y 27
& gtk AnAe] AzE Mo 4L TN
Pled PR3 AEE P WA ABES A
Agoz 5HUT. £ 84 ARIANE AL

RAMS XzsoF ¢ ovt gl & A9 EES
g a9je) thg PAEe 48] WE] Fsjofor Aot
oA X 5ol ¥ 314 e AP FAo|AY T
8] F7) Abge] ohy™ ARoldeEd msof dot
Aol 719 AEES Ane dAHE dA
ke 27t F83t) QAP Age
Zas eTE A 93te] el 25 A7)

T 4EFETH Ade BARFAN 2930 F

2
=
)
2
A
2
rO
24
o
4

aEn olAdes Hedsy §¥3E 9tk
ARz PALHA AEEL o

3= woldt,

References

1) Malamud N, Haymaker W, Cruster RF : Heat st-
oke : A clinico-pathological study of 125 fetal case.
Milit Surg 1946 ; 99 : 397

2) Gauss H, Meyer KA : Heat stoke : report of one
hundred and fifiy-eight cases from Cook Contry Hos-
pital, Chicago. Am J Med Sci 154 * 554-564

3) Ferris EB Jr, Blankenhorn MA, Robinson HW, et
al : Heat stoke . Clinical and chemical observation on
44 cases. J Clin Invest 1938 ; 17 . 249-262

4) Baxter CR and Teschan PE : Agypical heat stoke,
with hypernatermia, acute renal failure, and fluminating
potassium intoxication. Arch Int Med 1958 ; 101 : 1040

5) Conn ] Wand, Johnston MW : The function of the
sweat glands in the economy of NaCl under conditi-
ons of heat hard work in a tropical environmnet.
J Clin Invest 1944 ; 23 : 933

6) Conn JW, Johnston MW and Louis LH : Acclimar-
ization to humid heat . a function of adrenal cortical
activity. J Clin Invest 1946 ; 25 : 912

7) Halden SJ and Doan CA : The pathogenesis of he-
morrhage in artificially induced fever. Ann Int Med
1940 ; 13 . 1214



8) Wilson RF, Thal AP, Kindling PH, et al : Hemody-
namic measurments in septic shock. Arch Surg 1965 ;
91 : 121-129
9) Vecia FG and Peck OC : Liver disease from heatst-
oke. Gastroenterology 1962 ; 43 : 340
10) Logue RB and Hanson JF : Electrocardiographic ch-
ange following heatstoke : report of a case. Ann Int

Med 1946 ; 24 : 123

11) Wroblewski F, Ross C and Gregory KF : Isoenzyme
and myocardial infartion. New England J Med 1960 .
263 : 531

12) Austin MG and Berry JW : Observation on 100 ca-
ses of heat stoke. JAMA 1956 ; 61 . 1525

__80_



