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Fig. 1 The expression of ADAM19 protein in the placenta of the preeclampsia group

and the normal group by the immunohistochemistry assay
(a) Strongly positive granules of ADAMI19 protein can be mainly seen in the preeclampsia placental trophoblast cells. (b) Weakly positive granules of

ADAM19 protein can be seen in the normal placental trophoblast cells. (c) Negative control. st: Syncytiotrophoblast; end: Vascular endothelial cells, m:

Villous mesenchymal cells. Original magnification x 400.
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Fig. 2 Western blot to show the expression of ADAM19
protein in the placenta of the preeclampsia
group and the normal group
(a) A representative result of Western blot. (b) Statistical analysis
according to the three independent experiments. The density of
ADAM19 was normalized by that of B-actin in the same blot, and the
relative density was shown as x + s. * Indicates that there was significant
difference between the early-onset preeclampsia group and the control
group (P <0.01). # Indicates there was significant difference between the
late-onset preeclampsia group and the control group (P <0.01). 7:
Late-onset preeclampsia group; 2: Early-onset preeclampsia group; 3:

The normal group.
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Fig. 3 The expression of ADAM19 protein in the maternal
plasma in the late-onset, early-onset preeclampsia
groups and the normal group
The points were corresponding to each maternal plasma protein
concentration, and the horizontal line indicated the average level.
*Indicates there was significant difference between the early-onset
preeclampsia group and the control group (P < 0.001). /: Late-onset

preeclampsia group; 2: Early-onset preeclampsia group; 3: The normal

group.
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The Correlation Between ADAM19 and Preeclampsia

YANG Ling-Ling, WANG Jing, YUAN Peng-Bo, ZHAO Yang-Yu, WANG Yong-Qing"
(Department of Obstetrics and Gynecology, Peking University Third Hospital, Beijing 100191, China)

Abstract To detect the expression of ADAMI9 (a disintegrin metalloproteinase 19) in the placenta and
peripheral blood and study the correlation between ADAM19 and the pathology of preeclampsia. The patients were
divided into the study group (preeclampsia group) and the control group (normal group), and there were 50 cases in
the early-onset preeclampsia group, 44 cases in the late-onset group and 50 cases in control group. Venous blood
was obtained before childbirth, placental tissues were obtained after delivery. The expression of ADAMI9 protein
in the placental tissues was detected by immunohistochemistry and Western blot, and that of the plasma was
detected by ELISA. ADAMI19 protein was detected in the cytotrophoblast cells, syncytiotrophoblast cells, villous
stromal cells and capillaries, and the positive signals were localized in the cell membrane and cytoplasm. The
expression of ADAMI9 protein in the normal placenta was 0.34 + 0.03, while that of the late-onset preeclampsia
group was 0.53 + 0.02, and that of the early-onset group was 0.82 + 0.03. And there were significant differences
among the three groups (P <0.01). The expression of ADAMI19 protein in the plasma of the normal group was
(4.52 = 0.10) pg/L, while that of the late-onset preeclampsia group was (4.32+ 0.11) wg/L and that of the
early-onset group was (3.78 + 0.10) pg/L. There was significant difference between the early-onset group and the
control group (P < 0.001), also between the early-onset group and the late-onset group (P < 0.001), while there was
no significant difference between the late-onset and the control group (P> 0.05). The over-expression of ADAMI19
in the placenta of preeclampsia patients may be associated with the occurrence and development of preeclampsia,
and ADAM19 may be a marker used for predicting preeclampsia.
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