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Study on Association of Platelet — derived Growth Factor — D Gene Polymorphism with Genetic Susceptibility to Colorectal Cancer. Yang
Zhiwet , Wang Yanfeng, Zhu Dayong, et al. Department of General Surgery, People's Hospital of Heilongjiang Province, Heilongjiang
150001, China

Abstract Objective To explore the relationship between platelet — derived growth factor — D(PDGF — D) genetic polymorphisms
and the risk of colorectal cancer. Methods Eighty — eight cases of colorectal cancer tissues and fifty cases of normal colorectal tissues
were investigated for detecting the PDGF — D -858A/C and +3166C/G genotype by polymerase chain reaction restriction fragment length
polymorphisms ( PCR — RFLP) techniques. Results The distributions of PDGF — D gene - 858A/C polymorphism was not significant
different between case of colorectal cancer and control group( P >0.05) ,but the PDGF - D gene +3166C/G polymorphism was significant
different( P <0.05). Logistic regression analysis was performed to identify that as compared with the +3166C/G genotype,the +3166G
carriers (CG + GG) had a increased risk of colorectal cancers. There was no significant relationship between —858 genotype and colorec-
tal cancer. PDGF - D -858A/C and +3166C/G polymorphisms existed linkage disequilibrium. Advance analysis showed that the fre-
quency of CG haplotype( —858/ +3166) was significantly higher in colorectal cancer group than in normal group(OR =3.2;95% CI.
1.3-8.3;P=0.015). Conclusion PDGF - D gene +3166C/G polymorphism is associate with colorectal cancer, +3166 G allele is
an important genetic susceptibility gene for colorectal cancer. CG haplotype is an independent risk factor to colorectal cancer.
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(P>0.05) 2 ™3 sk Al 35 DR TR A5 R DA S 5 437 i R A
RHERGEAMEFHAYHMIAF L. F2, 4581 E
/5, PDGF = D 3£ [H - 858 i s A/C By 3 [K Y 4 % 1
G R R RGBS (P>
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% 3 Logistic E|)34 %7 —-858A/C #1 +3166C/G
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SRR OR(95% CI) P
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NF - kB Akt f Noth 5§ Z Fi {55 5 38 % > o 2 41 Jd 11
HOmE R R A2 ZE RS T B, 7R R 1 Rk A R R i
R R [ o
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Study of Early Predictive Value of Qualitative Assessment of Different Phase of General Movements for High Risk Neonatal Neurodevelop-
mental Outcome. Feng Juntan, Ruan Yiyan, Liang Xiaozhu. Department of Pediatric, Guangxi Women and Children Health Hospital,
Guangxi 530003 , China

Abstract Objective To study the early predictive value of qualitative assessment of different phase of general movements for risk
neonatal neurodevelopmental outcome. Methods Totally 110 high risk newborns were analyzed. All the patient underwent the qualitative
assessment of general movements one or two times during the age between after birth. to corrected gestational age 40 weeks, the corrected

gestational age between 40 weeks to 49 weeks and 49 weeks to 60 weeks. To determine if they had cerebral palsy at age of 1 year old, the
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