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Introduction
The preeclampsia is a common maternal disorder in pregnancy, 

characterized by hypertension (pregnancy induced hypertension, PIH) 
and associates proteinuria in 20 or a later week of pregnancy, which 
is also accompanied by enlarged hydatidiform mole pregnancy, and 
disappears after the birth. The presence of the fetus was proposed as 
its cause, while a hydatidiform mole has no fetus. Trophoblasts were 
considered to be the cause, but very active trophoblasts did not cause 
preeclampsia in the choriocarcinoma, while low invasion of trophoblasts 
to the uterine spiral artery was considered as its cause. Immunological 
phenomenon between the mother and fetus was denied as its cause. 
Very many metabolic changes were proposed as its cause, but they were 
partial phenomenon of preeclampsia. One hundred or more theories 
were proposed, but a review article in 2010 concluded that the cause of 
preeclampsia was unknown.

Kurotsu [1] reported the presence of sympathetic and the 
parasympathetic centers in the hypothalamus of rabbit 1949, and 
electrically stimulated the sympathetic center, resulting the increase 
of rabbit’s blood pressure. The author of this article studied the 
electroencephalogram (EEG) of human eclampsia and preeclampsia 
in pregnancy, and tried to record deep hypothalamic EEG, where the 
sympathetic and parasympathetic centers of female non-pregnant rabbit 
were stimulated by using Kurotsu’s electrode [1]. A hole was drilled 
on the coronal suture, 1 mm apart from the midline, and inserted the 
bipolar electrode for 15 mm deep for the stimulation of sympathetic 
center with an induction coil and 1.5 V dry battery for 10 sec. The blood 
pressure was measured at the central artery of the rabbit’s ear before and 
after the electric stimulation, and urine was obtained inserting a thin 
catheter into rabbit’s bladder, before and after the stimulation. Stimulated 
rabbit was excited; blood pressure elevated and proteinuria appeared at 
the same time in 3 out of 4 experimental rabbits. The parasympathetic 
center was stimulated further 1 mm outside of sympathetic for 10 sec, 
where no blood pressure change and no proteinuria were noted. The 

location of electrode was confirmed by the coronal section of rabbit’s 
brain. In summary of experiments, electric stimulation of sympathetic 
center for 10 sec provoked hypertension, and at the same, proteinuria by 
stimulation of sympathetic center [1]. Human preeclampsia would be 
caused by the stimulation of sympathetic hypothalamic center, which 
would be continuously stimulated by the enlarging uterus for 200 times 
of its non-pregnant volume. However, the route of conduction of the 
information of uterine enlargement to the hypothalamus was unknown 
for 60 years. Recently, 4 research papers reported the presence of nerves 
between the uterus and brain in rats and mice [2-5], which will play 
very important role in the formation of labor contractions of uterus [6].

Thus, the preeclampsia will be caused by the stimulation of 
hypothalamic sympathetic center by the enlarged uterus in the late 
pregnancy through the nerves innervated between the uterus and the 
brain. 
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