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Relationships between ferritin level and thyroid autoantibodies in the second trimester of pregnancy”
KE Wencai' \SCHEN Zaoping™® ,ZHA Bingbing®,LI Xiaoying®,
HUANG Xinmei® . YANG Qian’ ,SHENG Li*,LIU Jun®
1. Department of Clinical Laboratory ;2. Department of Endocrinology sthe Fifth People’s
Hospital of Shanghai Fudan University ,Shanghai 200240,China

Abstract:Objective To analyze the relationships between serum ferritin (SF) level and thyroid peroxi-
dase antibody (TPO-Ab) ,thyroglobulin antibody (TG-Ab) in pregnant women during the second trimester of
pregnancy. Methods A total of 1 592 pregnant women enrolled in the Department of Obstetrics in the Fifth
People’s Hospital of Shanghai Fudan University from December 2016 to July 2017 were selected as the study
subjects. The subjects were divided into iron deficiency group and iron normal group using SF 12 pg/L as the
cut-off point. The differences on thyroid function indexes and thyroid autoantibodies between the two groups
were analyzed,and the relationships between SF level and thyroid autoantibodies in pregnant women in the
second trimester were discussed. Results The level of free thyroid hormone in iron deficiency group was sig-
nificantly lower than that in iron normal group,and the difference was statistically significant (P <C0. 05),
while there was no significant difference on the thyrotropin level, the positive rates of TPO-Ab or TG-Ab and
the incidence of subclinical hypothyroidism between the two groups (P >>0. 05). Logistic regression analysis
confirmed that iron deficiency was a risk factor for abnormal increase of TG-Ab level alone in pregnant women
[OR =2.840,95%CI (1.385—5.825),P<C0.05],but not for abnormal increase of TPO-Ab level in pregnant
women [ OR=0.712,95%CI(0.296—1.711), P >>0. 05 ]. Conclusion Iron deficiency in the second trimester
is a risk factor for abnormally elevated TG-Ab level.
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