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Recent and Remote Prognosis of Toxemia
Hiroshi Arima (Department of Nephrology, Saitama Medical School, Moroyama, Iruma-gun, Saitama 350-0495,

Japan)

Pregnancy-induced toxemia is named as pregnancy-induced hypertension syndrome and its definition is based
on hypertension but not in proteinuria and edema. Previously pregnancy-induced toxemia is composed of three
symptoms of hypertension, proteinuria and edema. In the present study, two studies were carried out. The first
study examined renal patho-histology in 30 proteinuric patients who had a past history of toxemia. Ten patients
had IgA nephropathy, 10 did glomerulosclerosis and 10 did focal glomerulosclerosis. The factors, such as the age
of pregnancy, the levels of blood pressure and the degree of proteinuria during pregnancy, were not significantly
different among three groups. However, the levels of serum creatinine in patients with focal glomerulosclerosis
were significantly lower than those with IgA nephropathy and /or with glomerulosclerosis. In addition, there
was no significantly difference of the two factors between the latter two groups. These data suggest that patients
who were previously defined as having pregnancy-induced toxemia were composed at least of three types of
nephropathy. From this study, patients who had proteinuria during pregnancy should be carefully followed up
and if proteinuria persisted more than a year renal biopsy for diagnosis of nephropathy should be considered. In
the second study, 52 patients who were diagnosed as having pregnancy-induced hypertension were followed up
for a year after delivery. In 9 patients, high blood pressure more than 140 mmHg systolic or 90 mmHg diastolic
was maintained beyond one year. A comparison between the patients whose blood pressure became less than 140
and 90 mmHg within a year and those did not revealed a significant difference in systolic blood pressure at the
presentation of pregnancy-induced hypertension syndrome although any other factors such as age, the levels of
proteinuria and so on. did not show any significant differences between the two groups. From the second study,
the levels of systolic blood pressure might be predictable index for development of hypertension after delivery
in patients with pregnancy-induced hypertension syndrome. Combining these two studies, it is concluded that if
proteinuria or high blood pressure persists more than one year after delivery more cautious follow-up would be
preferable.
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Fig. 1. Histopathological changes in the renal tissues obtained from patients who had a past history of toxemia. a. focal
glomerulosclerosis with advanced atrophy of both proximal and distal tubules. b. mild to moderate mesangial proliferation. ¢

global glomerulosclerosis with advanced fibrosis.
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Fig. 2. Index of glomerular sclerosis. 0: no abnormality, 1:
mild sclerosis, 2:moderate sclerosis, 3: advanced sclerosis.

Fig. 3. A. Tissues stained with Masson Trichrome indicates
a moderate fibrosis of the interstitum. B. An example of index
of interstitial changes; Using Mac Scope, the area is calculated
and index is determined as 2.
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Table 1. Clinical profile of the patients at their onset of toxemia

Improved group  Continued group P value
Age (years) 33+1 3312 0.83
Systolic BP (mmHg) 158.01+2.3 171.2+6.3 0.01
Diastolic BP (mmHg) 96.6 1.8 103.2+3.9 0.09
icr)ln;reetg‘;fa};gegf::ﬁ‘;n 207411 27.2+3.1 0.36
Birth weight (g) 1993 203 18341183 0.59

BP: Blood pressure.
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Fig. 4. The level of proteinuria in the patients with toxemia.
Proteinuria was evaluated semiquantitatively by stick-paper
method.
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Fig. 5. A. The distribution of the history in pregnancy in the
patients with toxemia. B. The distribution of the history in
delivery in the patients with toxemia.
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