Preeclampsia: Epigenetic Causal Path
When subjected to quantum biology tools, A1M was identified, with near
certainty, as being part of AMPB activity with 3 forms; A1M - A2M and
A3M.
In depth modeling identified them as being calnexin (A1M) - calmodulin
(A2M) and calcineurin (A3M).
The following link provides verifiable facts for the cellular metabolism of
calcineurin and interactions with calnexin and calmodulin.
https://www.mcfip.net/upload/Calcineurin%20(Master%20Enzyme)%20
%20.pdf
Note: To prevent confusion due to complexity, on iterations of these
findings for behavioral health abnormalities attributable to neuropeptide
imbalances has been set aside for discussion with qualified computational
biologists.
DIY! Bioinformatic search will verify preeclampsia is, in many instances,
caused by hyperaldosteronism.
https://medicalxpress.com/news/2019-09-potential-treatment-preeclampsia.html
SEPTEMBER 27, 2019

New potential treatment for
preeclampsia
by Stefan Hansson, Lund University
For over 20 years, a team of researchers at Lund University has worked on developing a
drug against preeclampsia—a serious disorder which annually affects around 9 million
pregnant women worldwide and is one of the main causes of death in both mothers and
unborn babies.
Now, researchers have published a study in the journal Scientific Reports that opens up
opportunities for further research towards a drug they hope will save the lives of many
pregnant women in the future. The study was conducted in a transgenic mouse model

of preeclampsia, the results are important since they confirm previous studies by the
research team showing that alpha-1-microglobulin has potential therapeutic effects in
preeclampsia. Trials on patients have recently been launched.
"The treatment, based on the human body's own scavenger protein A1M (alpha-1microglobulin) which is present in all vertebrates, has a good effect on the disease
symptoms such as high blood pressure and protein leakage from the kidneys into the urine.
We also observed an improvement in organ function in the kidneys and the placenta. We
saw no indication of side effects. In the study now published using the preeclampsia mouse
model, which best reflects the various stages of the disease during pregnancy, the mice
develop serious preeclampsia in early pregnancy," says Stefan Hansson, professor of
obstetrics and gynaecology at Lund University and senior consultant physician at Skåne
University Hospital in Lund, who is the principal investigator behind the study together with
colleagues including senior researcher Lena Erlandsson.
"This feels like a milestone in our research, as patient studies, known as Phase 1 clinical
trials, began in the spring to establish the properties of A1M in order to develop a drug."
Together with his colleague, Bo Åkerström, professor of infection medicine, Stefan Hansson
started the studies on A1M several years ago and observed that A1M stopped the leakage
of protein in the kidneys. They also saw that the placenta was repaired and that the
destroyed structures in the cells' smallest components were restored.
"In preeclampsia, the cells of the placenta looked approximately as though all the trees had
been blown over in a storm, and after treatment with A1M they stood up again. When I saw
that for the first time, I became a scientific believer," explains Stefan Hansson.
The date for a potential drug to see the light of day is still uncertain.
"Research takes time and costs a lot of money. Bo Åkerström has spent his entire
professional life on understanding and describing the properties of the A1M protein and, in
the last ten years, we have been studying it in the laboratory as a drug candidate. The
results from the clinical trials will be crucial," concludes Stefan Hansson.

