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Relationship between the Expression Level of Thl/Th2 Cytokines and the Familial Aggregation of the Hepatocellular Carcinoma. Wang
Jinsong ,He Xiumei,Chen Zhongqi,et al. The First People's Hospital of Zhejiang Jiande, Zhejiang 311600, China

Abstract Objective To investigate the effect of Th1/Th2 eytokines and immune state on the occurrence and familial aggregation of
hepatocellular carcinoma. Methods One hundred and fifty people were involved in this study. Seventy five were enrolled from high oc-
currence families. Among them, 30 cancer patients ( group A) and 45 normal patients ( group B) were defined. Seventy five members
without cancer were defined as group C. The level of peripheral blood Thl type and Th2 type cytokines were detected by enzyme linked
immunosorbent assay ( ELISA). IFN -~ and IL — 10 were representative for Thl and Th2 type cytokines, respectively. To find out the
effect and the clinical significance of Th1/Th2 eytokines and immune state, pairwise comparisons were carried out by t — test and multiple
comparisons were carried out by variance analysis. Results There was a Th1/Th2 serum cytokine imbalance profile in members of HCC
high — occurrence family. The level of IFN -y was significantly lower in members of HCC high — occurrence family than group C. The lev-
el of IL — 10 was higher in members of HCC high - occurrence family than group C. Conclusion There was a poor cellular immune state
in HCC in the high occurrence families. Thl type cytokines was inhibited and Th2 type cytokines was enhanced, so more susceptible to
HBV chronic infection. It might be the mechanism of HCC occurrence and familial aggregation. The balance of Thl / Th2 in cancer pa-
tients changes (shift to Th2) among high occurrence families. Meanwhile, the Thl / Th2 in normal people also found the tendency of shift

to Th2 among high occurrence families. The immune dysfunction of normal people among high occurrence families may be exist before

cancer growths, not developed after formation of HCC.
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Research of Sex Hormone Levels and Erectile Dysfunction in Patients with Obstructive Sleep Apnea — hypopnea Syndrome.  Ding Xuping,
Jin Zhenhua, Tang Tingyu, et al. Wenzhou Medical University, Zhejiang 325035, China

Abstract Objective To discuss the relationship between the serum level of sex hormones and erectile dysfunction in patients with
OSAHS. Mehthods Subjectires of the study were divided into two groups — OSAHS(78 cases) and healthy controls(30 cases) according

to polysomnography( PSG). Polysomnography monitoring ( including apnea hypopnea index, oxygen desaturation index, lowest oxygen sat-
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