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Effects of beraprost sodium combined with valsartan on glycolipid
metabolism and renal function in patients with
diabetic nephropathy*

Lin Xia, Yang Dan, Tang Xiao-yan
(Department of General Medicine, Affiliated Hospital of North Sichuan Medical College,
Nanchong, Sichuan 637000, China)

Abstract: Objective To investigate the effects of beraprost sodium combined with valsartan on glycolipid
metabolism and renal function in patients with diabetic nephropathy. Methods The study subjects were 102
patients with diabetic nephropathy who received treatment at the Affiliated Hospital of North Sichuan Medical
College from January 2022 to January 2025. According to different treatment methods, the patients were divided into

a control group and an observation group. The control group, consisting of 48 cases, was treated with valsartan
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alone, while the observation group, with 54 cases, received combined treatment of beraprost sodium and valsartan.
Both groups were treated for 6 months. The levels of inflammatory factors, blood glucose, blood lipid, renal function
and renal hemodynamics of the two groups were compared before and after treatment, and the incidence of adverse
reactions during medication was recorded in all patients. Results The post-treatment levels of TNF-a, hs-CRP, and
IL-6 in the observation group were all lower than those in the control group(P < 0.05). The magnitude of change
(difference) in TNF-0, hs-CRP, and IL-6 in the observation group was greater than that in the control group(P <
0.05). The post-treatment levels of FPG, 2h PPG, and HbAlc in the observation group were all lower than those in
the control group (P < 0.05). The magnitude of change in FPG, 2h PPG, and HbAlc in the observation group was
greater than that in the control group (P < 0.05). The post-treatment levels of TC and TG in the observation group
were all lower than those in the control group (P < 0.05). The magnitude of change in TC and TG in the observation
group was greater than that in the control group (P < 0.05). The post-treatment levels of BUN, Cr, and 24h-UP in the
observation group were all lower than those in the control group (P < 0.05). The magnitude of change in BUN, Cr,
and 24h-UP in the observation group was greater than that in the control group (P < 0.05). The post-treatment levels
of Vsmax and Vdmax in the observation group were higher than those in the control group (P < 0.05), while RI was
lower (P < 0.05). The magnitude of changeinV__,V

control group (P < 0.05). There was no statistically significant difference in the total incidence of adverse reactions

e Vameo @nd RI in the observation group was greater than that in the

between the control group and the observation group (P > 0.05). Conclusion Beraprost sodium combined with
valsartan in the treatment of diabetic nephropathy can effectively reduce the levels of inflammatory factors, blood
glucose and blood lipids in patients, significantly improve the renal function indicators, and the combined
medication does not increase the risk of adverse reactions.
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21 n Wi/ I, x£s)  BMI/(kg/m’, x £ 5) WEPRPRRY (4, x £ 5) T g P
X B2 48 25/23 57.19 + 6.51 23.40 +3.27 7.25+1.62 15 22 11
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Pl 0.552 0.749 0.744 0.846 0.799
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4 80 mg/IK . 1 I/, iELIRIT 6 4 H 5 W5 AE X
MR A7 Fe it LA TR DL RG 51 2K 44 A [ H AR Toray
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2 R 3 (P <0.05) ; WA 4 IR YT J5 TNF-a hs—CRP |
IL-6 Bk T XF B2 . PO 238 97 1 5 TNF-a | hs—
CRP . IL-6 B 25 {H b3, &t 06, 2 R WA Gl
H (P <0.05) ; WALHIA YT Wil 7 TNF- o, hs—CRP |
1L-6 F B AR IR B 24 R P X IR . L3k 2,

21 RABTIERERTFKFELLE

P20 357 B TNF—o . hs—CRP | IL—6 45, 45 1 K6
B, 2 R TGHFE L(P>0.05), PIHIRITE
TNF-a  hs—CRP TL-6 H3&, 4 ¢ K 56, 22 #3596 Siit

R2 MEBTHEREKTELRE (rxs)

XFHEL] 48 187.55+20.45 77.78£8.16" 11025+1225 299+0.75 2.17+0.34" 0.82+025 128.14%16.02 66.02+7.41" 62.11+7.58
WML 54 18839 +21.13 61.07+7.50" 123.47+15.03 291+0.72 1.72+023" 120+0.39 12693+ 1571 47.12+5.79" 81.79 +9.45
1l 0.204 10.767 4.831 0.55 7.829 5.776 0.385 14353 11.507
P8 0.839 0.000 0.000 0.584 0.000 0.000 0.701 0.000 0.000

I T EIRYTHTILEL, P <0.05,

2.2 WHRITAIEMEKFILE HbAle ¥ TXFHR 4L . W4LIG YT AT IS FPG . 2h PPG |
Wi 4194 97 BT FPG . 2h PPG \HbAlc L5, % 1y HbAlc W ZEHILE , 2t K5, 2R A RIT¥ 5

B, ZSW LI E X (P>005) . FidlairE X (P<0.05); WEHIEIT TG FPG . 2h PPG  HbAlc

FPG . 2h PPG \HbAle H§Z, 2t ¥ 50 , 2 R A St WFRIRIRIE X R FXI 4. Wk 3,

2 X (P <0.05) ; W52 4136 97 J FPG . 2h PPG .

*®3 WABREBTHELEAFILE (s

SPHE4] 48 9.19+1.13 686067 3.12x057 1275+1.68 872+1.02" 402+071 802+1.13 684078 1.58=0.13

ML 54 922+1.15 5412050° 403074 1291+1.72 7.07+081" 592+094 805=1.15 6.18x0.60" 1.92+0.35
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Pl 0.895 0.000 0.000 0.636 0.000 0.000 0.895 0.000 0.000
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X HRZH 48 8.19+1.13 5.86+0.67 2.76 +£0.38 10.75 + 1.68 8.26 +1.02° 252+035
pUEZSIE| 54 822+1.15 5.01 +0.50 3.25+047 1091 +1.72 7.07 +0.81° 3.81+0.51
t{H 0.133 7.261 5.744 0.475 6.525 14.710
PAH 0.895 0.000 0.000 0.636 0.000 0.000
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w15 BUN/(mmol/L) Cr/(mol/L) 24h-UP/(g/24 h)
& JRITHT RIT IR 2 JRITHT I ZMH bEis:n) R E ZMH
XFHEZH 48 8.04+1.75 6.11x1.16" 2.02+034 145.13+1545 119.05+11.56" 2642 +4.16 1.13+£0.23 0.94 +0.22" 0.26 +0.05
WIELLH 54 7.72+£1.49 5.03+097° 2.71+046 14445+ 14.13 96.16 £9.427  48.13+5.82 1.16+0.27 0.70+0.19" 0.41+0.11
HH 0.994 5.101 8.525 0.232 10.962 21.428 0.604 5.896 8.681
PIH 0.322 0.000 0.000 0.817 0.000 0.000 0.547 0.000 0.000
o PHIRIT TS, P <0.05,
25 WHAFEESMRNFE TX R . AR Rl V. R ZZEMH b
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0.05) ; WAL IR IT G V TR R AL, RIAR

N

N
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1 ) V_./(em/s) V,../(cm/s) RI
TRITED RITIE 2(H TRITED RITIE 2E(H TRITED RITIE ZE(H
YPHAZH 48 74.56+828 80.72+9.27" 6.02+1.24 2422+251 2647+3.12" 325+048 0.79+0.17 0.56+0.10" 0.23 +0.04
WMELH 54 74.24+8.13 85.65+10.62" 10.79+2.40 23.92+2.63 29.59+330° 572+0.93 0.77+0.14 0.45+0.06" 0.32+0.06
tfH 0.197 2.498 12.375 0.589 4.906 16.540 0.649 6.736 8.797
P{E 0.844 0.000 0.000 0.557 0.000 0.000 0.518 0.000 0.000

o T HIRITRTHER, P <0.05,
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