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Analysis to AIDS patients’ fasting plasma glucose test feature”
Chen Jingjie' s Huang Kui®, Tang Liusheng'®
(Longtan Hospital Guangxi ,545005)

Abstract; Objective  Discuss the reason why AIDS patients’ fasting plasma glucose (FPG) appears increase fluctuations by
comparing the normal’s with the patients’ fasting plasma glucose levels. Methods Use the oxidase method to test 1 568 cases of
AIDS patients’ FPG and take 200 normal's FPG as comparison. Results 1 568 cases of AIDS patients’ FPG was(6. 2042, 02)
mmol/L,including 1 073 cases male patients’ FPG was (6. 20=£2. 02)mmol/L,495 female patients’ FPG was (6. 2141. 96) mmol/
L;725 cases of 40-year-old or younger patients’ FPG was (6. 0274 1. 46) mmol/L, 843 cases of 40-year-old or older patients’ FPG
was (6.36+2. 28)mmol/L. There are obvious differences between 1 568 cases of AIDS patients’ FPG and the control group’s(P<C
0.01) ;no obvious difference between male patients’ FPG and female patients' (P>>0. 05) ; obvious differences between AIDS pa-

tients over and under 40(P<C0. 05). Conclusion AIDS patients’ FPG general levels are higher than the normal’s,and increasing as

ages growing.
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