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Efficacy of alfacalcidol on liver and kidney function, inflammatory cytokines and RAS activity in
hypertensive patients with renal impairment

YUAN Yucong, ZHANG Ruiying, WANG Hong, ZHAO Xun, XU Shasha (Dept. of Nephrology, Hengshui
Municipal People’s Hospital, Hebei Hengshui 053000, China)

ABSTRACT OBJECTIVE To explore the efficacy of alfacalcidol combined with conventional antihypertensive and lipid-
lowering drugs on liver and kidney function, serum inflammatory cytokines and renin-angiotensin system (RAS) in hypertensive
patients with renal impairment. METHODS A total of 200 hypertensive patients with renal impairment who were treated in the
department of nephrology in our hospital from December 2017 to December 2020 were selected and randomly divided into control
group and observation group, with 100 cases in each group. Both groups of patients were treated with conventional antihypertensive
and lipid-lowering drugs for a total of 14 weeks, patients in the observation group were additionally treated with oral alfacalcidol
after 2 weeks of treatment (0.25 wg each time, once a day, for a total of 12 weeks). The levels of liver function indexes [aspartate
aminotransferase (AST), alanine aminotransferase (ALT)], renal function indexes [blood calcium, blood phosphorus, blood urea
nitrogen (BUN), cystatin C (Cys-C), serum creatinine (Scr), urine microalbumin (mAlb), B.-microglobulin (8.-MG), urinary N-
acetyl B-D-glucosaminidase (NAG), 24 h urinary protein], inflammatory factors [serum interleukin 6 (IL-6), tumor necrosis factor
a (TNF-a), hypersensitive C-reactive protein (hs-CRP)] and RAS activity indexes [renin, angiotensin 1 (Ang I ), Ang Il and
aldosterone] were observed in 2 groups before and after treatment, and the occurrence of adverse drug reactions was recorded
during treatment. RESULTS There was no statistical significance in the levels of detection indexes between 2 groups before
treatment (P>0.05). After treatment, the level of blood calcium in the observation group was significantly higher than before
treatment (P<<0.05), but remained at clinically normal level. Compared with before treatment, the levels of Cys-C, Scr, BUN,
urine mAlb, B-MG, NAG and 24 h urinary protein, hs-CRP, IL-6, TNF-«, renin, Ang I , Ang Il and aldosterone were

significantly decreased in the observation group after treatment (P<C0.05). After treatment, the level of blood calcium in

R NPT, N observation group was significantly higher than control group
AEETE Wb B2 RHFAF 5T Y81 (No.20181583)

% B—EE VAL, B, BRI . L B 2 (P<<0.05). Additionally, the levels of CyS-C, Scr, BUN,
F%ME . E-mail:yuanyucong2003@163.com urine mAlb, B.-MG, NAG, 24 h urinary protein, hs-CRP, IL-
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6, TNF-a, renin, Ang I , Ang Il and aldosterone were significantly lower than control group (P<<0.05). There was no statistical

significance in the incidence of adverse drug reactions between 2 groups during treatment (P>0.05). CONCLUSIONS Alfacalcidol

combined with routine therapy of antihypertensive and lipid-lowering drugs could effectively improve liver and renal functions,

inhibit inflammation and RAS activity in hypertensive patients with renal impairment, with a favorable safety.

KEYWORDS alfacalcidol; hypertensive renal impairment; renin-angiotensin system; inflammatory cytokines
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AIAERTIART A AT T AS [ 700 B 32 f e P ey e '
EE g E = B INp A N (Y 2 1 SNl SRt <N
SREREAS G | 2L T BT B TR e L 5 R
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R MRDIRe T 2 B DhRe AN 4 DB IE & H &R
PRSI 1) FR A o (5) MR TR v b 2 552 T B4 1 4k
RAEE A L (6 IR ZE M R .
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i35 (enzyme-linked immunosorbent assay , ELISA ) % &
D R 35 0 %5 L il @ L R R Al (blood urea nitrogen,
BUN) . K & % R % 4 B (aspartate aminotransferase,
AST) . TN & IR % % fiff (alanine aminotransferase, ALT) 7K
o Fi4h 3 mL KL 1E 20 min J5 P 3 000 r/min #5.0
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WA 2111023 231£0.16" 126£0.17 127£0.16 389+1.09 1.69£0.52° 88.05£761 6824575 8021221 S01£200°  833.1948420  524.28£62.99°
a3 B.-MG /(mglL) NAG/(UL) UhIREAKTg ASTI(ULL) ALT/(UL)
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