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group and three-branch lesion group( P >0. 05) . 3 The levels of plasma LXA4 RvD1 and PD1 were negatively re—
lated to C—eactive protein and interleukin6 ( IL-6) ( p = - 0.263 - 0.367;, - 0.247 -0.229; - 0.251
-0.302 P<0.01) but positively related to IL40( p = 0.258 0.245 0.211 P <0.01). The levels of plasma
RvD1 and PD1 were negatively related to Gensini score( p= —0.227 -0.229 P <0.01) however there was no
correlation between L.XA4 and Gensini score( p = —0. 100 P >0.05) . Stepwise multiple linear regression showed
that the levels of plasma LXA4 RvDI1 and PD1 had little effect on Gensini score. Stepwise multiple logistic regres—
sion showed that plasma PD1 and ILH0 were the protective factors for CHD. (@) Compared with poor prognosis
group the level of plasma PD1 was significantly higher at 3 months of follow-up in the good prognosis group( P <
0.01) . Conclusion The level of plasma PDI can effectively judge the clinical severity of CHD patients which is
a protective factor of CHD and has predictive value for short-term prognosis of CHD patients. The values of plasma
LXA4 and RvD1 are weak.
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Methylation status of ING4 gene promoter region

in cervical cancer and its clinical significance
Chen Yan' Niu Sanqiang” Hu Weiping' et al
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The First Affiliated Hospital of University of Science and Technology of China Hefei 230001;
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Abstract Objective To investigate the relationship between the methylation of growth inhibitory factor 4 ( ING4)
gene and cervical carcinogenesis and its clinical significance. Methods Tissue specimens of 80 patients with cervi—
cal cancer diagnosed were collected and 50 cervical tissue specimens from patients with benign uterine lesions un—
dergoing total hysterectomy during the same period were used as the control group. Methylation-specific PCR
( MSP) technique was used to detect the methylation status of the ING4 gene promoter in cervical cancer tissues and
cervical tissues of the control group and the mRNA expression level of ING4 gene was detected by real-time quan—
titative reverse transcriptase-polymerase chain reaction ( qRT-PCR) . The expression level of ING4 mRNA was ana—
lyzed and the relationship between the methylation status of ING4 gene promoter and the clinical case characteris—
tics of cervical cancer was analyzed. Results The methylation rate of ING4 gene in tissue of cervical cancer ( 66/
80 82.5%) was significantly higher than that of control group (6/50 12%) ( P <0.01). The mRNA expression
of ING4 in cervical cancer tissue (0. 41 £0. 07) was lower than that in control group (0. 87 £0. 16) . In addition
the mRNA level in cervical cancer tissues methylated by the ING4 promoter region (0.37 £0.06 n = 66) was
lower than that in tissues of cervical cancer patients with unmethylated ING4 promoter region (0.46 £0.11 n =
14) . There was no statistically significant difference between the methylation of ING4 gene promoter region and
age lymph node status pathological classification and clinical stage of cervical cancer in cervical cancer tissues ( P
>0.05) . Conclusion Hypermethylation of the ING4 gene promoter region may be associated with the occurrence
and development of cervical cancer.
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