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Localization and expression of CD81 and LDLR in placental villi during
different stages of pregnancy

NIE Qing-he (Tangdu Hospital of the Fourth Military Medical University, Xi’an 710038,
China)

[Abstract| Objective To detect the expression of CD81 and low density lipoprotein receptor (LDLR) mRNA in
cultured human trophoblast cells from different placental villi, and to explore HCV entry mechanisms. Methods

CD81 and LDLR mRNA expression in trophoblast cells from human placental villi was detected by RT-PCR, and

expression of CD81 and LDLR was also detected during different pregnancy stages by immunofluorescene method.

Results CD 81 and LDLR were found in different placental villi and their expression has shown an increasing trend

during different stages of gestation by immunofluorescene. Conclusion The localization and expressions of HCV

entry-related receptor CD 81 and LDLR are found in cultured human trophoblast cells, which lay the foundation for

further exploring the molecular mechanism of HCV infection transmission by CLEC4M.
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Table 1 PCR primers

Size(bp) Sequence
CD81 729 Sense primer: 5’- ATAGATCCATGGGAGTGGAGGGCTGCAC-3’
Antisense primer: 5’- TGGTCTAGATCAGTACACGGAGCTGTTCCGG-3’
LDLR 468 Sense primer: 5’-GAAGACTCATGCAGCAGGAACG-3’
Antisense primer; 5’-CTCATCGGAGCCGTCAACACAG-3’
GAPDH 235 Sense primer: 5’-GGGGACCCAAAAGGGTCATCATCT-3"
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dNTP 4 pL, B¥iEg 19 BRI #45 1 pL. cDNA
3yl Taq DNA & 1 pL(43F 50 pl). PCR
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F. Placental villi of the first trimester of pregnancy; S: Placental villi of the second trimester of pregnancy; T: Placental villi of the third

trimester of pregnancy

1 A2 R CD81 mRNA 9315

Figure 1 Expression of CD81 mRNA in placental tissue of different pregnant stages
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F. Placental villi of the first trimester of pregnancy; S: Placental villi of the second trimester of pregnancy; T: Placental villi of the third

trimester of pregnancy
2 AEZEBIIG S LDLR mRNA ik

Figure 2 Expression of LDLLR mRNA in placental tissue of different pregnant stages

AFEZ WG CD81 M LDLR (A WWE LR mRNA B X235 543 R 0. 776, 0. 497,
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M: Marker DL 2000; F; Placental villi of the first trimester of pregnancy; S: Placental villi of the second trimester of pregnancy; T: Pla-
cental villi of the third trimester of pregnancy
3 AFEZHIRRAAZ CD81 FKik 4 A[EZEHRG A2 LDLR ik
Figure 3 Expression of CD81 in placental tissue of different  Figure 4 Expression of LDLR in placental tissue of different

pregnant stages pregnant stages
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M: Marker DL 2000; C.CD81; L: LDLR; G: GAPDH; N: Nega-
tive control
Bs5 RAERZEAN CD81.LDLR #ik
Figure 5 Expression of CD81 and LLDLR in early pregnancy

trophoblast cells
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A, B, C: The first, second and third trimester of pregnancy respectively; D: Negative control
6 CDS81 fE A BHL M RIK 5EN

Figure 6 Expression and localization of CD81 in placental villous tissue

- |

A, B, C: The first, second and third trimester of pregnancy respectively; D: Negative control
7 LDLR 7EfR BB L RIE 5 E 0L

Figure 7 Expression and localization of LDLR in placental villous tissue
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