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Objective: We investigated the expression of TSP-1 and -2 in eutopic endometrium of advanced
endometriosis and control patients.

Methods: The 33 endometriosis patients and 32 controls were enrolled. Endometrial samples were
obtained from 65 premenopausal women aged 29-44 years, undergoing laparoscopic surgery or
hysterectomy for non-malignant lesions. Sufficient samples were collected from 33 patients with
endometriosis stage Il and IV and 32 controls without endometriosis confirmed by laparoscopic surgery.
The mRNA expression from eutopic endometrium for TSP-1 and -2 were analyzed by RT-QC PCR.

Results: The mRNAs of TSP-1 and -2 were expressed in eutopic endometrium from endometriosis
and normal controls throughout the menstrual cycle. There were no significant differences in expression
of TSP-1 and TSP-2 in eutopic endometrium between controls and endometriosis patients.

Conclusion: Our results indicated that TSP-1 and -2 had no crucial role compared to other molecules
in the regulation of angiogenesis. These findings also suggest that dysregulation of other angiogenic
regulators would be concerned in pathophysiologic role in endometriosis development.
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Table 1. Oligonucleotide primers for TSP-1 and -2 mRNA amplification in eutopic endometrium

Size  Position on

mRNA Primer 5-3' (bp) mMRNA
- .Upstream - S—TTC TAC GAG CTG TGG CAA TGV3- S V"_-Aii—_HZ;()__l;Z&i'*l?a()'ﬁ
TSP.1 Downstream  5-TTG-GAC-AGT-CCT-GCT-TGT-TG-3' 1753~1772
Competitor 5-TTG-GAC-AGT-CCT-GCT-TGT-TGC-TTT-CTT-GCA-GGC-TTT:GGT-C-3' 307 1753~1772
+1570~ 1589
Upsteam  5-CGT.-GGA-CAA-TGA-CCETGT-TGS a4 2smsm
TSP-2 Downstieam  5-GTC-CAC-AGA-CCC-AAA-CTC-GT-3' 3266~3285
Competitor 5-GTC-CAC-AGA-CCC-AAA-CTC-GTC-AAA-TAT-CAC-CCC-GTC-CAT-3' 272 3266~3285
+3034~3053
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Figure 1. The TSP-1 mRNA expression in eutopic
endometrium throughout the menstrual phase. The upper
panel shows abundance of the TSP-1 mRNA in eutopic
endometrium throughout the menstrual phase. PN: pro-
liferative phase endometrium from normal patients. PS:
proliferative phase endometrium from endometriosis pa-
tients. SN: secretory phase endometrium from normal
patients. SS: secretory phase endometrium from endo-
metriosis patients. SC: standard curve. Values are given
as mean = SEM.
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Figure 2. The TSP-2 mRNA expression in eutopic
endometrium throughout the menstrual phase. The upper
panel shows abundance of the TSP-2 mRNA in eutopic
endometrium throughout the menstrual phase. Values are
mean £ SEM. All abbreviations and legends are same
as Figure 1.
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