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Comparison Between Preeclampsia Hematocrit, Soluble Vascular Endothelial Growth Factor Receptor — 1 and Perinatal Outcomes. Bi
Wenzhe, Ren Zhili, Zheng Ji. Department of Gynaecology and Obsteirics, Chaoyang Central Hospital, Liaoning 122000, China
Abstract Objective To compare Hematocrit( HCT) , Soluble Vascular Endothelial Growth Factor Receptor — 1 (sVEGFR - 1) in

pregnant women with preeclampsia and perinatal outcomes. Methods Forty — one preeclamptic patients and nineteen normal pregnant
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women in Chaoyang Central Hospital, Liaoning province from July 2011 to January 2012 were enrolled in the study. Automatic counting
cell instrument was used for measuring HCT in the venous blood. The serum sVEGFR -1 levels in all the subjects were analyzed with
ELISA method respectively. All fetal birth weight, Apagar score were also recorded. The correlation analysis was performed with Pearson
test. Results Pregnancy was significantly shorter (P <0.001) in Preeclampsia when compared with normal pregnancy group. Either sys-
tolic or diastolic blood pressure was significantly higher than that of normal pregnancy group (P <0.001). HCT significantly increased ( P
<0.001) in preeclampsia group. The serum sVEGFR — 1 was also significantly higher (P <0.05). The early onset preeclampsia in-
creased most significantly(P <0.001). 7 cases of termination of pregnancy in 23 - early onset group were used by induced abortion. Peri-
natal birth weight in preeclampsia group were significantly lower than those in normal neonate group (P <0.05). The early onset group was
the lowest, when compared with normal or late onset group (P <0.001). In addition, Apagar score of postpartum Imin in 19 normal neo-
nates was full mark (10), higher than those in preeclampsia group (P <0.001). Pearson test showed that serum sVEGFR -1 levels in
pregnant women were obviously negatively correlated with perinatal birth weight (P <0.01, r = —0.54). Conclusion This study found

that HCT of preeclampsia was significantly higher,sVEGFR -1 levels in the blood of pregnant women were obviously negatively correlated

with perinatal birth weight, which could be beneficial for predicting the preeclampsia prognosis and perinatal outcome.

Key words Preeclampsia; Hematocrit; Soluble vascular endothelial growth factor receptor — 1 (sVEGFR - 1) ; Perinatal Outcomes
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Eighty — one Cases of Young People with Lung Cancer: a Study of the Clinical and Prognostic Factors Characteristics. Ren Jianfei, Tan-
gYaodong, Chen Shiyong, et al. Department of Respiratory Medicine, Ningbo Medical Center — Lihuili Hospital, The Affiliated Hospital of
Collegeof Medicine, Ningbo University, Zhejing 315041, China

Abstract Objective To investigate the clinical characteristics and prognosisof young patients with lung cancer. Methods From
January 2008 to September 2013, 81cases of young lung cancer were selected for retrospectively analysis aboutclinical characteristicsand
prognostic factors. Results Twenty one cases of lung cancer had been founded byphysical examination. Sixty patients had clinical symp-
toms, and coughaccounted for 78.3% , chest pain 38.3% , shortness of breath 13.3% , blood in sputum 11.7% . There were 23 cases in
stage | , accounting for 28.3% , 3 cases in stage Il , accounting for 3.7% , 14 cases in stagelll , accounting for 17.4% , 41 cases in stage
IV, accounting for 50. 6% . Lymph node metastasis accounted for 39.5% , pericardial and pleuralmetastasis accounted for 30.9% , lung
metastasis accounted for 16.5% ,and bone metastasis accounted for 12.3% . CEA average value was 25.0 = 8.2ug/ml. The median sur-
vival of P values was more than 0.05. There was nosignificant difference in survival of P value between smokers group and non — smokers
group, but there were significant difference among sex, with or without lymph node metastasis, stage I ~ II Il . IV, radical surgery or
palliative care, adenocarcinoma or Non — adenocarcinoma, CEA normal or elevated group,non — clinical symptom group ormedical symp-
toms group. One — year survival rateis 56.2% , and 3 — year survival rate is 15.4% . Conclusion Young people withlung cancer had no
specific clinicalmanifestations, however theirprognosis is very poor because of high degree of malignancy. They were proneto metastasis in-

cluding lymph nodes, pleural, pericardial, lung and othertransfers, and no correlation with smoking. Symptomaticoccurrenceindicatedpoor
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