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Impact of geniposide on vascular endothelial cell injury in preeclampsia rats
by regulating HMGBI1-RAGE signaling pathway "
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Abstract : Objective To explore the protective effect of geniposide on placental injury in preeclampsia rats
by regulating high mobility group protein Bl (HMGBI1 )-receptor for advanced glycation end products
(RAGE) signaling pathway. Methods Pregnant rats were divided into control group,model group,low dose
gardenoside group [25 mg/(kg * d) ], high dose gardenoside group [100 mg/(kg * d)],ethyl pyruvate [EP,
HMGB] inhibitor,40 mg/(kg « d)] group and nitric oxide synthase inhibitor L-NAME was injected subcuta-
neously to establish a rat model of preeclampsia. Systolic blood pressure and 24 h urinary protein levels were
measured on the 14th,17th and 19th days. Serum levels of interleukin (I1L)-18,1L-6 and tumor necrosis factor
a (TNF-a) were determined by enzyme-linked immunosorbent assay (ELISA). The levels of superoxide dis-
mutase (SOD) ,glutathione (GSH) ,malondialdehyde (MDA) in placental tissue were determined by the kit.
HE staining was applied to observe the morphological changes of placenta. Western blot was applied to detect
the levels of HMGBI1,RAGE, Nuclear transcription factor-kB (NF-«B) , p-NF-«B,B-cell lymphoma-2 (Bcl-2),
and Bcl-2-associated x protein (Bax) proteins in placental tissue. Results Compared with the control group,
the systolic blood pressure,24h urinary protein levels at the 14th,17th and 19th days,serum IL.-18,11.-6,and
TNF-« levels, MDA levels in placental tissue, HMGB1,RAGE, p-NF-kB/NF-«kB,and Bax protein levels in the
model group were increased,the SOD,GSH,and Bcl-2 protein levels in placenta tissue were decreased,and the

differences were statistically significant (P <C0. 05). Compared with the model group.the systolic blood pres-
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sure and 24 h urinary protein levels at the 17th and 19th days,the serum 1L-18,11.-6 ,and TNF-« levels, MDA
levels in placenta tissue, HMGB1,RAGE, p-NF-kB/NF-«kB,and Bax protein levels in low and high doses of ge-

niposide groups were decreased,the SOD,GSH,and Bcl-2 protein levels in placenta tissue were increased,and

the differences were statistically significant (P<C0. 05). Conclusion Geniposide could alleviate placental tissue

injury in preeclampsia rats,which may be achieved by inhibiting HMGBI1-RAGE signaling pathway.
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Principal component analysis, cluster analysis and predictive value of risk factors
for hypertensive disorder complicating pregnancy in early pregnancy”
WEI Wei' ,TANG Jing'.DU Weina""
1. Department of Clinical Laboratory , Huangshi Second Hospital s Huangshi y Hubei 435000,China ;
2. Department o f Gynecology sthe Central Hospital of Wuhan ,Tongji Medical College ,

Huazhong University of Science and Technology sWuhan , Hubei 430014 ,China
Abstract: Objective To evaluate the predictive value of clinical features, hemodynamics and circulating
angiogenic protein indicators for hypertensive disorder complicating pregnancy (HDCP) in early pregnancy.
Methods A total of 252 single pregnant women with normal blood pressure who underwent prenatal exami-
nation at 12— 13 weeks of gestation in the Central Hospital of Wuhan, Tongji Medical College, Huazhong Uni-
versity of Science and Technology from January to June 2022 were selected as the study subjects. The missing
cases were divided into observation group (136 cases with high risk of new hypertension) and control group
(103 cases with high risk of new hypertension) according to the risk of new hypertension during pregnancy.
Basic information [ body mass index (BMID) , heart rate (HR), mean arterial pressure (MAP) ], hemodynamic
parameters [ stroke output (SV),uterine artery pulse index (PI),cardiac output (CO) ,total peripheral resist-
ance (TPR) Jand circulating angiogenic protein [ placental growth factor (PLGF) ,soluble fms-like tyrosine ki-
nase-1 (sFlt-1) Jwere collected from the two groups in early pregnancy. Results BMI,MAP,HR, TPR,PI and
s-Eng in observation group were higher than those in control group (P<<0. 05),and SV,CO and PLGF in ob-
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servation group were lower than those in control group (P <C0. 05). Principal component analysis showed that
the three dimensions accounted for 61% of the cohort variability. Dimension 1 was mainly affected by total pe-
ripheral resistance (TPR,22%) ,soluble endoglin (s-Eng,16%) and cardiac output (CO,12%). Dimension 2
was mainly affected by body mass index (BMI, 33%) and mean arterial pressure (MAP,19%), while my-
eloperoxidase (MPO,18%) was mainly affected by dimension 3. TPR [area under the curve (AUC)=0. 96,
s-Eng (AUC=0. 84) ,MAP (AUC=0.92) and PLGF (AUC=0. 89) were the four variables with high predic-
tive effect on hypertensive disease in pregnancy. Conclusion This study is of great significance for identifying
high-risk factors for HDCP during pregnancy and developing specific prevention and antihypertensive treat-
ment plans. TPR,s-Eng, MAP and PLGF have high predictive value for HDCP during pregnancy,and determi-

ning the risk factors for HDCP is of great significance for developing targeted prevention and antihypertensive

treatment.

Key words: hypertensive disorder complicating pregnancy;

sis; cluster analysis; forecast analysis
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