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Analysis of Outcomes of IVF/ICSI - ET with Endometrial Hyperplasia and Infertility.
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Abstract Objective

ZHANG Chen, WANG Liping, ZHAI Chao, et al.

To analyze assisted pregnancy outcomes of in vitro fertilization/intracytoplasmic sperm injection — embryo
transfer (IVF/ICSI — ET) in patients with endometrial hyperplasia after conservative treatment. Methods A total of 179 infertile patients
who underwent IVF/ICSI — ET in our Reproductive Medicine Center from May 2017 to June 2020 were collected and divided into study
group (87 cases) and control group(92 cases) according to the endometrial pathological results. Study group was divided into PCOS group
(37 cases) and non — PCOS group (50 cases) depending on whether there was polycystic ovary syndrome (PCOS). Pregnancy outcomes
of each group after IVF/ICSI — ET were analyzed retrospectively. Results The level of basic luteinizing hormone (bLH) in study group
was lower than that in control group (4.37 £0.04IU/L vs 5.75 £0.041U/L, P =0.021). There were 44 cycles of fresh embryo transfer
and 40 cycles of frozen embryo transfer (F — ET) in the study group,There also were 33 cycles of fresh embryo transfer and 54 cycles of F
— ET in the control group. There was no significant difference in fresh embryo transfer and F — ET pregnancy outcomes between the two
groups (P >0.05). There was no significant difference in pregnancy outcome between the two subgroups (P >0.05). Conclusion Pa-
tients with endometrial hyperplasia can get good pregnancy outcomes by IVF/ICSI — ET after conservative treatment. The presence of PCOS
did not affect outcomes of IVF/ ICSI — ET in patients with endometrial hyperplasia.

Key words Endometrial hyperplasia; Conservative treatment; Polycystic ovary syndrome; In vitro fertilization/intracytoplasmic

sperm injection — embryo transfer; Pregnancy outcome
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SR AR 2 55(63.22) 53(57.61) 0.588  0.443
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25 3 HCG H P(nmol/L) HCG H LH(IU/L) HCG H MR (mm) MR E i A 4 4 % LTS N s S T 7R
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o6 MIAREFBRBEEREBLK[n(%) 5 =5]

21 5 WHQ%RHWH% MR E RS R =% &R
JEJE (mm)
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