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ABSTRACT Objective: To analyze the changes of plasma hyperhomocysteinemia(Hcy) in patients with primary glomerulonephritis
and its correlation with calcium-phosphorus product and blood uric acid (UA). Methods: 80 cases of patients with primary glomeru-
lonephritis in our hospital from March 2016 to March 2018 were selected as observation group, and 50 healthy people with physical ex-
amination were selected as control group. The plasma Hcy levels were determined by enzymatic cycling assay, the serum UA was deter-
mined by colorimetry, and the serum calcium ion (Ca*) and phosphonium ion (P*) were determined by ion selective electrode method.
The blood index levels and positive detection rate were compared between the two groups, and the correlation between plasma Hey and
calcium-phosphorus product and UA was analyzed by Pearson analysis. Results: The levels of plasma Hcy, P*, calcium-phosphorus
product and UA in the observation group were higher than those in the control group, and Ca* was lower than those in the control group,
with statistical significance (P<0.05). The positive rates of Hey, Ca*, P**, UA in the observation group were higher than those in the control
group (P<0.05). Plasma Hcy level was negatively correlated with Ca?* (r=-2.208, P<0.05), and positively correlated with P*, calcium-
phosphorus product and UA (r=0.102, 0.592, 0.703, all P<0.05). Conclusion: The plasma Hcy levels of patients with primary glomeru-
lonephritis are higher, and its levels have positive correlation with calcium-phosphorus product and UA. Therefore, monitoring the
changes of three indicators can provide scientific basis for clinical prevention and treatment of the disease.
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Table 1 Comparison of blood indexes between the two groups(xt s)

Calcium-phosphorus

Groups Hey( umol/L) Ca*(mmol/L) P**(mmol/L ) product(mmoL¥L?) UA( pumoL/L)
Control group(n=50) 7.26% 2.09 2.35+ 0.19 1.17+ 0.23 2.69+ 043 67.78+ 14.63
Observation group(n=_80) 26.65+ 9.54 2.04+ 0.21 1.88+ 0.42 3.75% 0.67 520.35+ 214.56
t 14.142 8.489 10.960 9.970 14.872
P 0.000 0.000 0.000 0.000 0.000
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Table 2 Comparison of positive rates of blood indicators between the two groups[n(%)]
Groups Hey P UA
Control group(n=50) 3(6.00) 1(2.00) 0(0.00) 0(0.00)
Observation group(n=_80) 42(52.50) 35(43.75) 27(33.75) 31(38.75)
x 21.670 26.785 21.299 25.442
P 0.000 0.000 0.000 0.000
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