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Abstract Objective To study the protective effects of Schisandrin B (SchB) on renal function in rates with type 2 diabetic ne-
phropathy, and investigate the influence of Schisandrin B on HMGB1/TLR4 inflammatory pathway. Methods 40 SD rats were randomly
divided into normal control group, diabetic nephropathy (DN) group, DN low — dose of SchB group and DN high — dose of SchB group.
The DN model was constructed through the tail vein injection of streptozotocin. The rats in each group were sacrificed after treatment for 4
weeks. The levels of alanine transaminase ( ALT) , urinary creatinine ( Ucr) , serum creatinine ( Scr), blood cystatin C (Cys — C), and
creatinine clearance rate (Ccr) were determined. HE staining was used to observe the histological changes of renal tissues. Western blot
were used to detect the expressions of HMGB1, TLR4, IL - 18, IL -6 and TNF — «. Results Compared with control group, the levels
of Scr, Cys — c and ALT were gratly increased, while the levels of Ucr and Cer significnatly decreased in DN group (P <0.05). The kid-
ney tissue morphology in DN rats was abnormal. The expression levels of HMGB1, TLR4, IL - 18, IL — 6 and TNF - « in DN group were
significantly increased compared with control group (P <0.05). However, after treatment with low — and high — dose SchB, the levels of
Ser, Cys —c and ALT were gratly decreased, while the levels of Ucr and Cer significnatly increased in SchB groups (P <0.05). The ex-
pression levels of HMGB1, TLR4, IL - 1B, IL -6 and TNF - « in SchB groups were significantly decreased compared with DN group
(P <0.05). Conclusion SchB can improve the kidney function of diabetic rats, and its mechanism may be related to the down - regula-
tion of HMGB1/TR4 signaling protein expressions, which plays the anti — inflammatory effects.
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(LTKEEYHEAREGERAA, L8P E K IE
SCXK2010 -0005) , 43 fa 7% TR i . bR+
E (1K G w25, it 5 H2011051108, 4 fF =
98% ) , il ik Afc A & (K [ Sigma 23 A ) s HE 3 (0345
& (R - EAE Y ARG R A A ) ; HMGBL (485
CZ -20170614) [ TLR4 ( #25 ab0252411) IL - 1B (1%
2 ab1025855) |IL - 6 ( $52 ab1102239) . TNF — o ( 1%
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1. FLWR T L% DN KRB IE 2 BE 46 AR (4 52 1«
TR T Z R IT X DN R BUE T BE 48 Fn 52 i 45 2R 4
1 i, #2785 DN 4H Scr Cys — ¢ M ALT /KA X F
IEH X IR B 2 THiE (P <0.05) , 1 Uer, Cer 7K -1
BEHEFEMR(P <0.05), S5 K Bl DN #1844y 2 i 2y o
B2 285 ik R B R T S R IRYT R, K Ser,
Cys-c M ALT /K FEHI X T DN 4H B F R (P <
0.05) ,1fif Uer Cer /KB TR (P <0.05)

%1 &HAKE Ser.Uer.Cer & Cys —c Lb 5

20 5 Ser ((mol/L) Uer (mmol/L) Cer (ml/min) Cys —c¢ (mg/L) ALT(U/L)
IF & X A 2 33.25+1.62 9.62+1.05 4.15 +0.68 0.25 £0.04 36.14 +8.29
DN 41 74.28 +5.43 " 5.21+0.68" 2.04£0.31°" 0.81+0.06" 132.54 £25.13 "
DN ik 4 SchB 2 58.28 +3.24" 7.05 £0.97" 3.01 £0.427 0.57 £0.05" 96.34 +15.207
DN 77l 5 SchB 41 44.37 +2. 68" 8.97+1.17% 3.97 +0.56" 0.34 £0.04" 51.26 +9.81"
F 152. 84 36.59 115.07 69.34 125.06
P 0. 000 0. 000 0. 000 0.000 0.000
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