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Effect of valsartan combined with calcitriol on expression of renin, angiotensin
and angiotensin converting enzyme in patients with diabetic nephropathy

SHI Lei
Department of Nephrology, Beijing Huairou Hospital, Beijing 101400, China

Abstract: Objective To investigate the effect of valsartan combined with calcitriol on expression of renin, angiotensin Il (Ang II)
and angiotensin converting enzyme in patients with diabetic nephropathy (DN). Methods 60 DN patients admitted into our hospital
from January 2014 to July 2017 were divided into two groups by random number table, 30 cases in each group. Control group was
given valsartan, while research group was treated with valsartan combined with calcitriol. After six-month treatment, the renin, Ang
II, serum creatinine (Scr), ACE, ACE2, glucose metabolism indexes [haemoglobin A1C (HbAlc), fasting plasma glucose (FPG)],
proteinuria-related indexes [24 h wurinary protein, urine albumin excretion rate (UAER), microalbuminuria (mAlb), al -
microglobulin (01-MG)] were compared between the two groups. Results After treatment, the levels of Scr, Ang II, renin in
research group [(72.15 = 7.19) umol/L, (81.24 £ 9.12) ng/L, (104.32 £ 10.37) ng/L] and control group [(83.64 + 7.43) umol/L,
(86.36 = 10.09) ng/L, (117.69 + 8.75) ng/L] were compared, there was statistical difference (P < 0.05). The levels of 24 h urinary
protein, UAER, mAlb, a1-MG in research group were lower than those in control group (P < 0.05). The levels of ACE in research
group and control group were (7.79 + 2.31) pg/mL and (14.82 + 4.56) pg/mL, with statistical difference (P < 0.05). There was no
statistical difference in the levels of ACE2, Hb Alc, FPG between the two groups. Conclusion Valsartan combined with calcitriol in
treatment of DN is effective, it can restrain renal ACE expression, decrease the levels of Ang II and renin, improve proteinuria,
increase renal function and delay the development of DN.
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Table 1 Comparison on Scr, Ang II and renin levels between two groups(7+s)

Scr/Cumol-L ™) Ang II/(ng-L ") 5%/ (ngL D
Hu wl R ™~ ™ =
PEE R RIT R RIT R YRIT T AT R
xR 30 107.05+8.34 83.64+7.43" 100.56+12.36 86.36+:10.09° 131.45+7.32 117.69+8.75"
P 30 107.02+8.31 72.1547.19% 100.53+12.41 81.24+9.12" 131.42+7.39 104.32+10.37"

5 [RIAIEIT AT LR " P<<0.05; 50 BZH YR TT S Hhist - #P<<0.05

“P <0.05 vs same group before treatment; P < 0.05 vs control group after treatment
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Table 2 Comparison on ACE and ACE2 levels between two groups(7+s)

ACE/(pgemL ")

ACE2/(pgmL ™"

2H 51 n/fl - - : : - :

YRTT I RIT R YRIT I RIT R
R 30 50.98+12.43 14.82+4.56" 24.16+2.89 22.51+£3.41
W %% 30 50.96+12.38 7.79+£2.31"" 24.19+2.91 22.18+3.79"

5 [RIZHIE T AT HLEE " P<<0.05; 50 R ZH VR IT IS Pl - #P<<0.05

“P < 0.05 vs same group before treatment; *P < 0.05 vs control group after treatment
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Table 3 Comparison on 24-hour urinary protein, UAER, mAlb and a-1-MG levels between two groups (7+s)

A n/
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YA IT i VBT E YRIT I BIT G BT I YaIT G YRIT I BIT G
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158.31£14.56 130.42+10.06" 231.56+29.46 136.82+19.41" 109.42+26.34 96.43+17.59"

Mg 30 525.37+47.12 163.35+19.46™ 158.29+14.54 101.06+8.19™ 231.78+29.52 83.64+21.25™ 109.51+26.37 75.73+12.66™

SEAEIT AT " P<0.05; 5 X RALVG YT )5 Hh - *P<<0.05

*P < 0.05 vs same group before treatment; P < 0.05 vs control group after treatment
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Table 4 Comparison on glycometabolism indicators

between two groups (7+s)

HbA1c/% FPG/(mmol-L D
Anl bl ——— ™ PR N
NEERR] RIT A EERR] WBIT G
STHE 30 6.57+0.62 6.48+0.55 7.26+0.67 7.21+0.66
Mg 30 6.56+£0.59 6.52+0.51 7.27+0.65 7.23+0.67
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