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R % TC, TG, HDL-C #o LDL-C K -F 2f bk £ 533 R4t 5 & L (1=0.191, 0.853, 0.755 #= 0.597, ¥ P>0.05) . %
LABF 50 5 % ABCAL R219K %45 3 [ A= 4k B AV 97 & 2 bk £ 38 43+ 5 & 5L (1=0.860, 2.393, 3 P>0.05) . ABCAI
R219K ¥4 K W = # A W A 2 ¥ TC, TG #= LDL-C /K-F £ F L4t 5 & L (F=0.02, 0.14, 2.00 F= 0.06, P>0.05) ;
KK A F & HDL-C /K-F# 23 T RR Ao RK A WA, 2 F A %5 %L (=2.543 #2 2.630, P<0.05) ; RR #= RK A H
A Z i) HDL-C K-F 2 F L4t 5 & L (1=0.238, P>0.05) . 451 ABCAl R219K & K % &M 5% T2DM & % 69 i
Hird, (BEEFAL T T2DM & F IR F AT .
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Study on Distribution of ABCA1 R219K Gene Polymorphism and Its
Correlation with Blood Lipid Levels for Type 2 Diabetes Mellitus Patients
HONG Xiong-xin, LI Guan-qiang, YANG Hui, LI Xiao-feng, WAN Yan-bin, GUO Zhong-qiu, YANG Su-zhen

(Longgang District People’s Hospital of Shenzhen,Guangdong Shenzhen 518172,China)

Abstract: Objective To study ATP-binding cassette transporter 1 (ABCA1) R219K gene polymorphism distribution and its
correlation with blood lipid levels for type 2 diabetes mellitus (T2DM) patients. Methods 85 T2DM patients and 90 healthy
physical examination control group were analyzed in the Longgang District People’s Hospital of Shenzhen from December
2015 to April 2017. Blood samples were collected from both groups, and ABCA1 R219K allele and genotype frequencies were
detected by polymerase chain reaction - restriction fragment length polymorphism (RFLP),and investigated the relationship
between ABCA1 R219K and serum lipid levels in patients with T2DM by comparing the serum lipid levels of the two groups and
the patients with different genotypes in the study group. Results TC (total cholesterol), TG (triglyceride), HDL-C (high density
lipid-cholesterol) and LDL-C (low density lipid-cholesterol) levels between groups showed no statistically significant difference
(#=0.191, 0.853, 0.755 and 0.597, all P>0.05). ABCA1 R219K alleles and genotype frequency between groups showed no
statistically significant difference (r=0.860, 2.393, all 7>0.05). TC, TG and LDL-C levels among patients with three ABCA1
R219K allele genotypes showed no statistically significant difference (#=0.02, 0.14, 2.00 and 0.06, all P>0.05). HDL-C levels
in KK genotype patients were significantly higher than RR and RK genotype patients (=2.543 and 2.630, P<0.05). HDL-C
levels between RR patients and RK patients showed no statistically significant difference (=0.238, P>0.05). Conclusion
ABCA1 R219K gene polymorphism can’t be considered as the genetic marker of T2DM, but its gene variations are involved with
patient’s abnormal lipid metabolism.
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transporter 1, ABCA1 )J& = % FE IR 11 ( high-density
lipoprotein, HDL ) 4~ JIH [ i 16 5% (1) 55 — 4 ),
Hj &8 ABCA1 ZH LB 5500 . BR1CH =
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TC 469+1.06 472101 0.191 0.848
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