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[ Abstract ] Objective: To investigate the genotype distribution of uridine diphosphate glucuronyl
transferase 1Al gene UGT1A1 * 6 and solute carrier organic anion transporter family member 1B1 gene
SLCO1B1 (388A >G) in tumor patients in Yunnan Han nationality. Methods: 122 carcinoma pa-
tients of Yunnan Han nationality were included in this study, peripheral blood was collected, and digit-
al fluorescence molecular hybridization assay was used for genotyping UGT1Al * 6 and SLCO1B1
(388A >G). The allelic and genotypic frequencies were calculated. The genotype distribution differ-
ences among different clinical features and genotype distribution differences among different groups of
people. Results: Genotype of gene type site of UGT1Al * 6 were wild type GG, mutation heterozygote
GA and mutation heterozygote AA; genotype of gene type site of SLCO1B1 (388A >G) were wild type
AA, mutation heterozygote AG and mutation homozygote GG. In tumor patients of Yunnan Han nation-

ality, mutation frequency of both UGT1Al % 6 and SLCO1B1 (388A > G) genotypes were relatively
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high, UGT1A1 * 6 allele frequency was G (77.87% ) and A (22.13% ) ,SLCO1B1(388A >G) allele
frequency was A(27.05% ) and G(72.95% ). There was no significant difference in the distribution

of UGT1A1 %6 and SLCO1B1 (388A >G) genotypes among cancer patients in Yunnan Han population

compared with other patients in terms of gender, age, different tumor location (P > 0. 05).

Conclusion: Mutation frequency of UGT1Al * 6 and SLCO1B1 (388A >G) in Yunnan Han patients

with tumors is relatively high.

[ Key words ] tumor; gene polymorphism; Han nationality ; uridine diphosphate glucuronyl transferase

1Al gene; solute carrier organic anion transporter family member 1B1 gene; Yunnan
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Tab.1 Polymorphism distribution of UGT1A1 * 6
and SLCO1B1 (3884 > G) in cancer

patients of Yunnan Han people

GEAR 1, FEFEAR S H(n, % ) EAFEE SR (%)
UGT1A1 %6 GG 77(63.11) G 77.87
GA  36(29.51) A 22.13
AA 9 (7.38)
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GG 66(54.10)
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Tab.4  Allelic distribution of UGT1A1 %6 and SLCO1B1(388A > () sites in different populations
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