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also studied to scrve as controls. '

[t was found that PAR decreased markedly in SVH patients, which was mar-
ked in the early stage of SVH, more marked in the intermediate stage, and most
marked in the late stage. The changes of PAR were in negative correlation with
those of serum total bilirubin, and in positive correlation with those of prothrom-
bin activity. The reduction of PAR in SVH patients might be ascribed to the
defect of platelets themselves as revealed by cross-over experiments. The results
of this study indicate that PAR may be useful in judging the severity of SVH
patients since the degree of PAR reduction parallels closely with the severity of
liver damage. I'inally the conditions of platelets in vivo and in vitro in SVH
were discussed.
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Remission of Acute Myelofibrosis after Vitamin

D, Therapy. A Case Report

Wang Kunrong, et al. (Department of Internal medicine, Second Teaching
Hospital, Third Military Medical College.)

This article is to report the successful treatment of a case of acute myelofi- -
brosis(AMF) with vitamin D,. A male, aged 52, was admitted because of seve-
re anemia(hemoglobin 19 g/L) for more than 6 months. He had been treated
with various antianemic agents and fetal liver infusion for more than 20 months
without any effects. He still had to live on repeated blood transfusions. After
9-month-treatment with vitamin D; injections, remarkable remission was obtained
and his hemoglobin level steadily rose to 93 g/L without transfusion. In the
follow-up period of 9 months, the patient did well. He took care of his own
daily life and the hemoglobin level continued to rise to 114 g/L. The findings
of the bone marrow improved correspondingly. No side reaction against vitamin
D was ohserved. This is the first case of AMI® treated successfully with vitamin
D reported in our country.

It is known that vitamin D, can be converted in vivo through hydroxyla-
tion into 1,25(0OH),D,. This active hormonal metabolite can inhibit the prolife-
ration of abnormal megakaryocytes, decrease the synthesis of platelet-derived
growth factor which can promote the genesis of myelofibrosis, and induce the
maturation of myeloid cells towards monocytes, macrophages and granulocytes
which can release collagenase to decompose collagen in the marrow aod improve
myelofibrosis.
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