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Expression and significance of a disintegrin and

metalloproteinase 12 in placenta of preeclampsia
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Central South University, Changsha 410013, China)

[ Abstract] Objective To study the mRNA and protein expressions of the ADAMI2 in placenta
of preeclampsia patients and their roles on pathogenesis of preeclampsia. Methods Immunohistochemis-
try and in-situ hybridzation were used to investigate the expression of ADAM protein, ADAM12-S mRNA ,
and ADAMI12-L. mRNA in placenta of 31 women with preeclampsia (including 15 cases of mild pre-
eclampsia, 16 cases of severe preeclampsia) and 20 cases normal full term pregnant women, respective-
ly. Results The protein expressions of ADAM12 were significantly increased in placenta of preeclampsia
patients (P < 0. 05); but there was no significant difference between severe and mild preeclampsia
groups (P >0.05). The expression of ADAM12-L. mRNA were significantly increased in placenta of pre-
eclampsia patients (P <0.05) ; and there was also no significant difference between severe and mild pre-
eclampsia groups (P >0.05). The expressions of ADAM12-S mRNA were significantly increased in pla-
centa of preeclampsia patients (P <0.01) ; and there were significantly difference between severe and

mild preeclampsia groups (P <0.05). Conclusion The high expression of ADAMI12 plays a crucial
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role in the pathogenesis of preeclampsia, and ADAMI12-S directly connects with the level of preeclamp-

sia.
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immunohistochemistry ;
[ Int J Pathol Clin Med, 2007,27(6) :0481-04 ]
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Table 1 Comparison of expression level of ADAMI2 protein

in placenta between preeclampsia wowen and control group
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Xy B2 20 0.39 +0. 14

SXTIRAL UL, + P <0.05



56 39 J

B, 4 A R - R A A 12 1 TR AT R A IR S S P iRl X

¥27 %

2.2 BMFdaps &P ADAMI2-S mRNA # &
BARE JGESh ADAMI2-S mRNA ) FHME(F
5 T 4 L 32 55 A LR 10 1 240 P 4 L A N A4
MIFEHN (K 2) o FRATHIZ ADAMI2-S mRNA [#)3%
IKIKFR 0.52 £0.09, X HRZH A 33K 7K F- 4 0. 40 +
0.14, PiEMLL, 2R HAFIT#EL(P<0.01),
TR T E A 2B 7K 0,55 £0. 10, 1 A 9
BREEMZRIZKF-H 0.49 £0. 08, B E A LL, 2255 B
ALt (P<0.05)($%2),

2.3 AR Zdaps s ADAMI2-L mRNA £ ik K
oA REAIZh ADAMI2-L mRNA #9fH M
5 VT A L A% 5 4 R R AR 5 40 L 1 240 A N
MR (B 3) o AT A 22 G B4 2 b AD-
AM12-L mRNA 7KF-240.51 0. 09, % HRZ 40. 42 +

0.18, &ML, ZR AAGIT#E X (P <0.05),
TR AT R RO 0.52 £ 0. 10, 10 AT 1 5 1
Z1740.48 £0.23 , iEHIL, ZRIGIHEE (P >
0.05)(5£3).

®2 JRELIZUE ADAMI2-S mRNA SRR 7K1 HdR
Table 2  Comparison of expression level of ADAMI2-S mRNA

in placenta between preeclampsia wowen and control group
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( x400)

Fig.1 Expression of ADAMI12 protein in placenta of severe pre-

eclampsia( x400)

3 ADAMI2-L mRNA 77 il {1 5 BE AR S 41 1k
( x400)

Fig. 3 Expression of ADAM12-S mRNA in placenta of severe
preeclampsia( x400)

2 ADAMI2-S mRNA 77 fif ) B MR S AL R P g 0K
( x400)

Fig. 2 Expression of ADAM12-S mRNA in placenta of severe pre-
eclampsia( x400)

R3 JAEHAHLH ADAMI2-L mRNA kK1 FLAL
Table 3 Comparison of expression level of ADAMI2-L. mRNA

in placenta between preeclampsia wowen and control group
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