FRESF 202057 AH 49 5% 14 B 2321

Ay = |~ ==
BE  MGERMZR  doi10.3969/5. issn. 1671-8348. 2020, 14 017
WM& E % https://kns. cnki. net/kems/detail/50. 1097. r. 20200331. 1054. 008. html(2020-03-31)

i M BB 27 A L OB RS T B SRR R RO R AR ST

¥ LN, TR KB, B, ERRT
(1.EEIRFESE 650500;2. = 4% —ARERZH, LW 650034;
3. M A IR L F L5 EE N 363000)

[(HZE] BH 5480 (As) KB R 3 35 3 37 4 )L 09 HLAE BG4 Bk 15 55 48 3R B0 48 & 9% (GDMD) A= Je 4k 2 %
/& (HDCP)# % &, ik RIIEF IR FaVE A3t B4 (n =29) , & 5 A 4k 41 5% 9% 69 7= Ja 1F A L& 28
(n=78), 3 HIEHEBERBKIMEEF A GDM A (n=27) . HDCP 4 (n =32) % GDM 43+ HDCP(GDM+
HDCP)ZH (n=19), K E AW Faty s F fo J5 Z B do Ko FF L3 B R W] As K-F L, bR R 5 2318 20
AN As KF, REANFladh As/Frdf As>1 RS EFESE, LAEHF 0 As/Frh As>1 65 =42
Wl R BRI EF B RG Yh, BRE NBAZRFL AsKIFETFHR L Z2F A4 FELP<
0.01); 2 B4 H f2 As K -F & F GDM 22, HDCP 28 % GDM+ HDCP 41, 2 % 3 A %+t 5 & L (P<<0.01) ; 3
B As KFH 25 F GDM 4 HDCP 4 & GDM& HDCP 41 (P <C0. 05) ;& fo As/Brfr As™>1 #9 F4a 1t
5] 2+ PR 2 82, 76 % ML A 41 50. 00% . GDM 41 48. 15% ., HDCP 41 53. 12% .GDM&HDCP %1 47.37% . &
W EF AR BT, T MOk As %1 B ILEEEE B b P AR As K -F T 423 T #4& GDM A= HDCP #
KA K.

[RBIR] BEB,ER; S E, Ak A7 ; 06 5 5 R ;8 o s i

[FEZESES] R7I14.25 [XEitRiRE] A [XEHS] 1671-8348(2020)14-2321-05

The transfer of arsenic from mother to newborn and its relationship

with pregnancy complications”
HU Hong"®.XU Fanping®’ ,DING Ailing"* ,LIU Lingyan®,PENG Juan®,DONG Xudong**

(1. Medical School of Kunming University of Science and Technology , Kunming ,Yunnan 650500,
China ;2. Department of Obstetrics sthe First People’s Hospital of Yunnan Province , Kunming ,Yunnan
650034 ,China ;3. Zhangzhou College of Science and Technology ,Zhangzhou sFujian 363000,China)

[Abstract] Objective To analyze the regularity of arsenic (As) transport from mother to fetus and the
relationship between placental barrier and gestational diabetes mellitus (GDM) and hypertension disorder
complicating pregnancy (HDCP). Methods The parturients with normal pregnancy were selected as the con-
trol group (n =29) ,and the parturients with gestational diseases were selected as the observation group (n=
78). The observation group was further divided into the GDM group (n=27),the HDCP group (n =32) and
the GDM complicated with HDCP group (GDM &. HDCP group,n=19). The maternal peripheral blood,pla-
centa and umbilical cord blood of each group were collected,and the As levels among the samples were detec-
ted and compared. The levels of As between the observation group and the control group were compared, as
well. The placental barrier function was measured by the ratio of maternal blood of As/umbilical blood of As
=>1,and the impact of the disease on the placental barrier function was evaluated by the proportion of parturi-
ents with the ratio of maternal blood of As/umbilical blood of As>>1 in each group. Results The level of As
in maternal blood of the control group was higher than that in umbilical cord blood,and the difference was sta-
tistically significant (P<C0.01). The level of As in maternal blood of the control group was higher than that in
maternal blood of the GDM group,the HDCP group and the GDM & HDCP group,and the differences were
statistically significant (P<C0. 01). The level of As in the placenta of the control group was higher than that of
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the placenta of the GDM group,the HDCP group and the GDM & HDCP group (P<C0. 05). The proportion of
parturients with the ratio of maternal blood As/cord blood As>1 was 82.76% in the control group,50. 00%
in the observation group,48. 15% in the GDM group, 53. 13% in the HDCP group., and 47. 37% in the

GDM&.-HDCP group. Conclusion

Healthy pregnant women have better placental barrier function, which can

prevent the transfer of As to the fetus. The low As level in maternal blood may promote the occurrence and

development of maternal GDM and HDCP.
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