AKX HEwH %A  Drugs&Clinic F30% F4H  2015FE4 A . 441 -

S Z BRI TT E FHERE B m A IR R

R, BEL, RS, 2, K F, R
KPS ANRER: 2570F, ST KK 163316

# E:. BE WIS 2 BRSO AR R B 0T U IR N-4 W B-D-BIAERETRE (NAG). Fb A KB T-B,
(TGF-B). HAZAIMIEE -1 (MCP-1) (WS, HRUTPFS 2 By R S v6 7 Bl PR 5998 (R L o] BB PR 9vs 3 R et 2 v 1) %
BT Fik 90 FURE RN B R E BN N 2 41, AL 45 B, XHRALGTHE AT, Y97 4IEEX AL SER 3 2
ZWRIEIETT, ¥ 200 mg S ST S 2RI 200 mL ALK, FIKRE, 1 0/d, 4 AN T AR LRI
HIRIT M NAG. JRIMEAEA (mALB). B-EREE (B-MG). TGF-p;. MCP-1 FAEALIEbRIIZEAL . 58R  BIT Xt
TEALFIE T AL A RCR S BIA 82.22% 91.11%, B ZE R HA GRS (P<0.05). 1B¥7 ), PI4LR A AHEIER
(UAER). WIF (Co). MLRFEE (BUND HRAITHTH R, HERAAS#EN (P<0.01): SXRAGITEIE,
BIT AL UAER, R4 AR (FIB) W B, HESHEESRIMFRE X (P<0.01). #AI7)E, W4l NAG. mALB. B,-MG.
TGF-B, fil MCP-1 #JM B Uf i, 5iaIr arAl btz R 4l 3 3 (P<0.01); SXTRALEIT G LR, 1BIT 4100 NAG. B,-MG-
TGF-B, #1 MCP-1 B3 k3%, HZEREALZIFEX (P<0.01), WAK mALB ZRAEALI#EX. &8 JISLmK
RSB BRSSO VAT A A B I Y TGE-B, 1 MCP-1 7K. 23 s B /N 451405 92 B

KR IS ZMIREE; N-LBE B-D-HA M (NAG); BriIkEH (Br-MG); HALEKET-B, (TGF-B); ALt
b -1 (MCP-1)

RESES: RI83 XERFRERD: A XERS: 1674 - 5515(2015)04 - 0441 - 04
DOI:10.7501/j.issn.1674-5515.2015.04.021

Clinical study of salvianolate in treatment of senile diabetic nephropathy

ZHAO Qi, FENG Chun-ling, SUN Yu-zhen, LIU Jian, ZHANG Xue, LI Xiao-meng
Department of Pharmacy, People's Hospital of Daqing City, Daqing 163316, China

Abstract: Objective To study the effect of salvianolate in treatment of senile diabetic nephropathy and the effect on urine N-acetyl
B-D-glycosidase enzymes (NAG), transforming growth factor-B; (TGF-f,), monocyte chemoattractant protein-1 (MCP 1), to explore
the mechanism of treating diabetic nephropathy and the key factors of salvianolate in treatment of diabetic nephropathy. Methods
Patients (90 cases) with diabetic nephropathy were randomly divided into control and treatment groups. Each group had 45 cases. The
patients in control group were treated with conventional therapy. The patients in the treatment group were iv administered with
Salvianolate Injection (200 mg diluted with 200 mL physiological saline) on the basis of control group, once daily. One course of
treatment was 4 weeks. The clinical efficacy and the changes of NAG, urine microalbumin (mALB), B,-microglobulin ($,-MQG),
TGF-B;, MCP-1, and biochemical index of two groups were compared. Results After treatment, the efficacies in the control and
treatment groups were 82.22% and 91.11%, respectively, and there were differences between two groups (P < 0.05). Urinary albumin
excretion rate (UAER), creatinine (Cr), blood urea nitrogen (BUN) in two groups were improved significantly compared with those
of control group, and the difference was significant (P < 0.01). Compared with control group after treatment, UAER and fibrinogen
(FIB) were improved with significant difference (P < 0.01). NAG, mALB, $,-MG, TGF-B, and MCP-1 were improved significantly
compared with those of before treatment, and the difference was significant (P < 0.01). Compared with control group after treatment,
NAG, B,-MG, TGF-B;, and MCP-1 were improved with significant difference (P < 0.01). There was no significant difference in
mALB between two groups. Conclusion The therapeutic effect of salvianolate on diabetic nephropathy mainly works by regulating the
levels of TGF-B; and MCP-1, and delaying the proximal renal tubular damage.

Key words: salvianolate; N-acetyl B-D-glycosidase enzymes (NAG); 3,-microglobulin (B,-MG); transforming growth factor-, (TGF-p,);

monocyte chemoattractant protein-1 (MCP 1)
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Table 1 Comparison on efficiency between two groups

A Bl WR AR TERUE AR

MCP-1 B LLEZ I 45 16 21 8 82.22°
YBIT G, 4L NAG. mALB. ,-MG. TGF-p, GBI 45 21 20 4 91.11
ﬂl MCP-1 i’/‘j %E&ﬁ}%y E?ﬁﬁ?ﬁﬁjﬂ tt%ﬁﬁﬁgﬁiﬁ‘ SxAIbE:. "P<<0.05
FE N (P<0.01); Sx4liayrfE e, wirdl *P<00.05 vs control group
*R2 WEBHARITATE UAER. Cr. BUN. FIB 8ELEE
Table 2 Comparison on UAER, Cr, BUN, and FIB between two groups before and after treatment
w5 UAER/(mg-24 h™") Cr/(umol-L ™" BUN/(mmol-L™) FIB/(g'L™")
ZHJ1
YRITHT BT A BITHT BT A RITHT BT R YRITHT BT R

W 235.13469.77 181.65+61.53" 82.17+38.21 78.21+19.38" 9.474+430 8.77+1.26" 6.60+2.12 6.39+1.88
YBIT 233.43437.57 121.34420.54"%80.32+37.21 62.194+22.32" 9.55+3.64 824+4.63" 6.51+1.77 3.41+2.01"*
R4 RTHE: T P<0.01; SxHH4ALAYTEHE: ¥P<0.01

P <0.01 vs same group before treatment; “/P < 0.01 vs control group after treatment

£3 BITARMERER NAG. mALB. B,-MG. TGF-p, #1 MCP-1 Lt
Table 3 Comparison on NAG, mALB, B,-MG, TGF-$;, and MCP-1 between two groups before and after treatment

s NAG/(U-L™) mALB/(mg-L™") B,-MG/(ug-L™)
HEER] SR RITH SR RITH SR

X He 35.13417.09 33.65+21.19" 26.11+8.43 26.1247.54" 0474021  0.39+028"
BT 35.43+17.57 31.34+10.16"% 25.93+10.54 26.51+6.43" 0424012 0.33+0.12""

sl TGF-B,/(ng'mL™") MCP-1/(ng-L"™")

SRR SRS R HIT A
X I 7.17+131 627+1.12" 312.60+62.33 266.39+8521"
Epid 7.15+2.14 5.64+1.63"" 316.51+61.77 203.41+42.017%

SRMA T TP<0.01; SxHEAITIEHE: P<0.01

P <0.01 vs same group before treatment; “’P < 0.01 vs control group after treatment
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