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Clinical study on sequential therapy of alprostadil in treatment of diabetic
nephropathy

SUN Yong-yan', YANG Ye-hong®
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Abstract: Objective To investigate the curative effect and safety of sequential therapy of alprostadil in treatment of diabetic
nephropathy. Methods Patients suffered from diabetic nephropathy from July 2009 to July 2014 in the Second Hospital of Chaoyang
City (116 cases) were collected and randomly divided into control (38 cases), alprostadil (39 cases), and alprostadil sequential (39
cases) groups. Patients in the control group were given conventional treatment. Patients in the alprostadil group were iv administered
with Alprostadil Injection in the first two weeks, 2 mL/time, once daily, and accepted conventional treatment in the third and fourth
weeks. The treatment in the alprostadil sequential group were the same as the alprostadil group in the first two weeks, and the
patients in alprostadil sequential group were po administered with Beraprost Sodium Tablets, 1 tablet/time, three times daily. The
patients in three groups were treated for 4 weeks. The changes of TC, TG, HDL-C, LDL-C, BUN, Cr, 24 h UMA, total protein, 24 h
6-keto-PGF1a, thromboxane B2, and resistance indexes of renal artery in three groups were compared. Results After treatment,
TC, TG, LDL-C, 24 h UMA, total protein, Cr, BUN, thromboxane B2, and resistance indexes of renal artery in three groups were
significantly reduced, HDL-C and 24 h 6-keto-PGF1a were significantly increased, and the differences were statistically significant
before and after treatment in the same group (P < 0.05). After treatment, these indexes in the alprostadil and alprostadil sequential

groups improved better than those of control group, while the indexes in the alprostadil group improved better than those of alprostadil
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sequential groups, with significant difference between the two groups (P < 0.05). Conclusion Sequential therapy of alprostadil has

good clinical effect in treatment of diabetic nephropathy, and can obviously improve the level of blood lipid and renal function, at the

same time can also elevate 24 h 6-keto-PGF1la and reduce thromboxane B2 and resistance index of renal artery, which is worthy of

clinical application.
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Table 1 Comparison on levels of blood lipid before and after treatment in three groups ( X*s )

215 n/Hl MENRE  TC/mmolL™") TG/(mmol'L™") HDL-C/(mmol-L™") LDL-C/(mmol-L™")
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SREAAITRTEE: "P<0.05: SXMALLE: “P<0.05: SEIFIMIRALLLE: “P<0.05
"P <0.05 vs same group before treatment; 4P < 0.05 vs control group t; “P<<0.05 vs alprostadil group
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Table 2 Comparison on kidney functions before and after treatment in three groups ( X£5)
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BTG 350.24£93.1"4% 141420257 541282 534054

SRR P<0.05; SHEALLE: “P<0.05: SHFIHRALLE: "P<0.05
"P <0.05 vs same group before treatment; 4P < 0.05 vs control group t; “P<<0.05 vs alprostadil group
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Table 3 Comparison on 24 h urine 6-keto-PGF1a, thromboxane B2, and resistive indexes in three groups ( X£S )
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LRZAAITRIEE: "P<0.05: SXE4IE: 4P<0.05: HHTFIHI/RAIE: "P<0.05
"P <0.05 vs same group before treatment; 4 P < 0.05 vs control group t; *P<<0.05 vs alprostadil group

1RSSR B TG A R — AN bR, 454
ST MUORE . (kD PREE A H AT AE R R
P 1) = BV T 1)

HIFIHL /R ) PGEL AR ] 57, HRIEFR, PGEL
IR, B SCEEE) 1% P
BEAR A JEIBE g« O5CE AR 2 el /AR R 4
PSR (S Ak (2 32E AR JE R R A P i N
WL SRRV P A MR AT S
MR RAR 2z, T8 A AR BESE, P MR S
LSR5 1 9 N R o111 RANY TS UL 2 PR B € 3
B AR BE = e H K AR, PR ot AR R o 285 /5
R 07 R LA S ) A R A, T LAASEAS T S R g
i UL IR IR AT /NER, R e O, T
HUB 4N Dk PGEL 284, 232k 5
AUBIH RIS, LERTFIH /R IG T SEhE b, B gk
FIIR LR 280 B e SR T T LARE— 20 o538 1y it
g, R, SRR AL .

B PR AERE PR B A Bt BUk I — AN
PG NZ . Cr Al BUN 7K BT 5 I i Hi it g
71, IR EAE S DR S bR, 24 h
JR 6-keto-PGF 1o A] S B E IR O « AT R
AR P SR SR L 24 h JR UMA R
. 24h JX 6-keto-PGFla FIMLAE % B2 48brikss
BRI, RUIATAIHR S VRTS8 A P BTk
BB o 1) 5 AR TR IR /K, i il /MG AL
PR EE, HIG™HEA R RN M iEES
L5 P RS ) S AR A G, AT s B L 5 R TR B
JIRAS, SRE IR B9 3k AT AH 5 o ARWFIT R,
HU B R 5 DT A 280 5 ST s Re B 3 TR 3
Bk BRI [ Sk R ) Fe g, $eonILATAE

— R Lo R B R B ) 2 1 RS

g PR, BUAHLUR T BV TT SR R B
HABE AT R, AT e 8 iR /K7
W Ihge, R IETT T 24 h JR 6-keto-PGFla, [#1K
¥ 2 B2 k. BEah bk a zh ik ik B
fadl, EAERHET N .

SE Ik

(11 L &, A, W, 55 araib /R B VA i
IR ER B PR SIBE JR 95 B 05 1R T RO E% [T IR 25 3%,
2012, 27(12): 1013-1017.

(2] 56 R LR BN A M KA YT TR RO
RS (7], vh EALX BRI, 2014, 30(11): 38-39.

[3] Surfis K C, Forbes J] M. Interactions between advanced
glyeation end-products (AGE) and their receptors in the
development and progression of diabetic nephropathy are
these receptors valid therapeutic targets [J]. Curr Drug
Targets, 2009, 10(1): 42-50.

[4] B 0, £ 4B, BEHIHBIR AT IV IS PR T
Mg [J]. T EAFRHE, 2013, 16(4): 1388-1390.

51 & 5 B, ) 5. AR ISR TR R
B IIEAT T 3k LA [J]. th4RE= 24, 2011, 51(52): 105-106.

[6] World Health Organization. Definition, diagnose and
classification of diabetes mellitus and its complication
[S]. Geneva: 1999: 53-56.

(71 FRELP BWRHRESHRGIT (M) dbst: AR
JiAL, 2003: 143-144.

[8] FHFHE, WO, B UL, 5. §rAIH RIS R AR
Bhvayy IVIIBE IR B0 30 BIRCRAIEE [J]. IhZREE 2,
2011, 51(51): 67-68.

91 Wik, B, KIS, 45 TSRS EL XBE RN
B K S T RE A A T e (0], I ARER
2, 2012(6): 36-38.





