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Clinical Study of Pyrexia after Acute Myocardial Infarction '
Sadao Tomizawa

Body temperature was studied in 49 patients who were admitted to the intensive
care unit within 24 hours of the onset of symptoms of acute myocardial infarction.
The axillary temperature of all patients was measured every two hours during their
stay in the ICU with clinical electronic thermometers. Infarct evolution was defined
from clinical symptoms, electrocardiograms, serum creatine phosphokinase (CPK),
glutamic oxaloacetic transaminase (GOT), lactic dehydrogenase (LDH) release
levels, and leukocytosis. We defined a pyrexic patient as one whom body tempera-
ture rose to more than 37°C during admission to the ICU.

The results were as follows :

1) Body temperature rose in 39 patients (79.6%). The time at which body
temperature rose to more than 37°C ranged from 4.3 to 51 hours from the onset
of acute myocardial infarction (average : 23.4 hours). In 38 cases, pyrexia occu-
rred within two days. The maximal body temperature ranged from 37.0 to 38.4°C
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(average : 37.2°C). In 38 patients, body temperature reached the maximal level
within three days. Pyrexia continued for one to two days and the body temperature
became normal within 10 days (average : 3.8 days).

2) In 10 patients, body temperature did not rise higher than 37°C (20.4%). The
patients in the afebrile group were older, and had lower serum protein and serum
cholesterol levels than those in the febrile group. Five of the 49 patients died. Two
of these five patients were killip classification IV in the afebrile group.

3) Comparison of the two groups with regard to peripheral leukocytes and serum
CPK, serum GOT, and serum LDH levels showed that only the peak CPK level was
higher in the febrile group than in the afebrile group. This led us to suspect that
there was some relation between pyrexia and the serum CPK level. However, no
correlation was found between body temperature and the serum CPK level. A
slightly significant correlation was found between the change in body temperature
and the serum peak GOT level (r=0.42158, 0.001<p<0.01), and some correlation
was found between the change in temperature and the serum peak LDH level (r=
0.39803, 0.01<p<0.02).

4) The pyrexia after 4 days from the onset of acute myocardial infarction was
considered to be due to infectious diseases rather than myocardial infarction.
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Table 1. Patients’ characteristics
Male cases Female cases Total
No. of cases 40 9 49
Age (average) 39~84 (59.7) 47~88 (72.2) 39~88 (62.8)
1ime from the geet to 0.5~23 2~24 0.5~24 (6.2)
Smoking habit (cases) 16 1 17
Underlying disease
diabetis mellitus 11 1 12
hypertension 10 3 13
hyperlipidemia 10 4 14
ASO 1 0 1
RA 1 0 1
Killip classification (cases)
I 32 3 35
II 6 2 8
11 2 2 4
v 0 2 2
IVCR 23 4 27
PTCR 13 2 15
No. of death 5 5
ASO : Arteriosclerosis obliterans
RA : Rheumatoid arthritis
IVCR : Intravenous coronary recanalization

PTCR

: Percutaneous transluminal coronary recanalization
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Change of body temperature within 72 hours from the onset of

Time from the onset to hospitalization
BT at admission

Time from the onset to initial pyrexia
BT at initial pyrexia

Time from the onset to peak body
temperature within 72 hours
BT at peak pyrexia

Duration of pyrexia
Complicated infections
LRTI
Pneumonia

Catheter sepsis

0.5~24 (6.2) hour _
33.3~37.1 (36)°C n=49

4.3~51 (23.4) hour _
37.0~37.4 (37.1) °C n=39

3~74*(30.4) hour _
36.8~38.4 (37.2)°C n=49
1~10 days (3.8days) n=39
4 and 10 days after admission n=2
12 days after admission n=1
6,7 and 8* days after admission n=4

() :average, n:number of cases
BT  :body temperature
LRTI : Lower respiratory tract infection

74* : Peak body temperature was recognized at 74 hours after the onset of acute

myocardial infarction only in one case.

8 days : Two cases were included.,
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Comparison of patients’ characteristics between febrile group

Febrile group Afebrile group

No. of cases 39 10
Male : Female 33:6 7:3
Age 39~88 (62) 46~86 (66)
Weight (kg) 38.5~80 (59) 39~74 (50)
Time from the onset to hospitalization 0.5~23 (5.9) 1.8~34 (7.2)
Blood chemistory
Total protein (g/dl) 5.2~7.8 (6.9) 5.3~7.5 (5.8)
Albumin (g/dl) 2.7~4.9 (4.0) 3.2~4.6 (3.4)
Cholesterol (mg/dl) 99~329 (209) 125~259 (171)
Killip classification
I 28 cases 7 cases
1I 7 1
I 4 0
v 0 2
IVCR 23 cases 4 cases
PTCR 12 cases 3 cases
Body temperature at discharge 35.4~36.8(36.1) 35~36.8 (35.9)
No. of death 3 2
() . average
IVCR : Intravenous coronary recanalization
PTCR : Percutaneous transluminal coronary recanalization
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Table 4. Comparison of clinical data between at admission and peak BT
Febrile group Afebrile group Total patients
Body temperature (°C) n=39 n=10 n=49
at admission 34.0~37.1 (36.0) 33.3~36.6 (36.8) 33.3~37.1 (36.0)
at peak BT 37.0~38.4 (37.4) 35.5~36.9 (36.6) 35.5~38.4 (37.2)
Peripheral WBC (10%/uf) n=38 n=8§ n=46
at admission 27~248 (108.47) 49~198 (116.75) 27~248 (110.56)
at peak BT 59~248 (139.1) 58~206 (144.71) 58~248 (136)
Serum CPK level (IU/¢) n=39 n=10 n=49
at admission 17~2,420 (623) 49~4,635 (784) 17~4,635 (794)
at peak BT 241~10,180 (3,601) | 241~4,635 (2,102) 241~10,180 (3,295)
Serum GOT level (IU/ ) n=38 n=9 n=47
at admission 11~430 (103) 16~1,350 (230) 11~1,350 (130)
at peak BT 73~1,236 (465) 32~3,650 (707) 32~3,650 (512)
Serum LDH level (IU/¢) n=35 n=10 n=45
at admission 149~1,317 (367) 170~2,356 (610) 149~2,356 (420)
at peak BT 213~2,564 (1,140) 196~6,080 (1,125) 196~6,080 (1,166)
() - average, n : number of tested, BT : body temperature
(°c)
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P>0.1
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Fig. 1. Correlation between peak body temperature and peak CPK level
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Fig. 3. Correlation between changes in body temperature and peak LDH level
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