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ABSTRACT Objective: To investigate the effects of calcitriol on the serum inorganic salt ions, urinary biomarkers of renal tubuloin-
terstitial injury and glomerular function in patients with IgA nephropathy were investigated. Methods: 70 cases of patients with IgA
nephropathy in our hospital were selected and divided into the control group (35 cases) and the observation group (35 cases) according to
the number random grouping method. The control group was given Irbesartan Tablets, while the observation group was given Irbesartan
Tablets and Calcitriol Capsules. The levels of blood potassium (K), blood calcium (Ca), blood phosphorus (P), serum alpha 1 microglob-
ulin («1-MG), N-acetyl-beta-D aminoglucosidase (NAG), urinary beta 2 microglobulin (32-MG) and urine microalbumin (U-mAlb) lev-
els of two groups were compared before and after treatment. Results: After treatment, the levels of blood K, Ca, and P in the two groups
showed no significant difference compared with those before treatment (P>0.05), and no stastical difference was found between the two
groups (P>0.05). After treatment, the urine biomarkers (a1-MG, NAG) of tubulointerstitial injury in the observation group were signifi-
cantly lower than those before treatment(P<0.05), and they were significantly lower than those of the control group (P<0.05). After treat-
ment, the levels of glomerular function-related factors (32-MG, U-mAlb) in the two groups were significantly lower than those before
treatment(P<0.05), and they were significantly lower in the observation group than those of the control group (P<0.05). Conclusions: Irbe-
sartin combined with calcitriol can effectively reduce renal tubular injury and improve the glomerular function in the treatment of IgA
nephropathy.
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Table 1 Comparison of the blood K, blood Ca and blood P between two group before and after treatment(xt )

Groups Cases(n) Time K(mmol/L) Ca(mmol/L) P(mmol/L)
Before treatment 4.24% 0.51 227+ 0.12 1.21+ 0.36

Observation group 35
After treatment 4.02+ 0.50 2.25¢ 0.17 1.36% 0.29
Before treatment 4.03+ 0.54 2.31% 0.20 1.25¢ 0.25

Control group 35
After treatment 4.10+ 0.50 2.36% 0.10 1.30+ 0.37

22 WABRFEES/INEERIRGREEDFEREHA TR
[a:n
WERLL VAT G ol -MG NAG /K EE8EF T B R (P<

0.05), *FHRLLIAITHTG al-MG NAG /K-t A L4t
HEE X(P>0.05). 1BITIG , WAL ol-MG,NAG /K- 3%
T XHIRZH(P<<0.05)(WL3 2).

2 WA RIS BN 8 BURG FR R E AR SR FRILL B (et 5)

Table 2 Comparison of the urinary biomarkers of renal tubulointerstitial injury between two group before and after treatment (xt s)

Groups Amount(n) Time al-MG(mg/L) NAG(U/L)
Before treatment 60.83%+ 13.11 78.79% 18.67
Observation group 35
After treatment 28.18%+ 11.63** 60.35+ 20.45**
Before treatment 58.10+ 14.23 80.90+ 22.15
Control group 35
After treatment 55.34+ 9.33 79.00+ 23.14

Note: *:P<0.05, compared with the same group before treatment; * P<0.05, compared with the control group after treatment.
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Table 3 Comparison of the glomerular function between two group before and after treatment (xt s)
Groups Amount(n) Time B2-MG(mg/L) U-mAlb(mg/L)
Before treatment 1.35+ 0.41 177.38+ 15.19
Observation group 35
After treatment 0.71% 0.25** 118.82+ 13.39%*
Before treatment 1.36% 0.51 179.59+ 12.98
Control group 35
After treatment 1.01% 0.44* 157.19+ 11.01*

Note: *: P<0.05, compared with the same group before treatment; * P<0.05, compared with the control group after treatment.
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