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ABSTRACT Objective: To investigate the effects of tanshinon on the expression of KIM-1, TGF-§, in vancomycin-induced HK-2
cells. Methods: HK-2 cells were randomly divided into six groups: normal saline (NS) group, model group, positive control group, high
dose group, middle dose group and low dose group of TSII-A, The model were duplicated with addition of VAN (100 pg-L"). The model
group, positive control group, high dose group, middle dose group and low dose group of TSII-A were treated by saline solutions, Ami-
fostine, panax notoginsenosides(100, 50, 25 mg-L™"). The cell viability was detected with MTT method, the content of MDA, NO and the
activity of SOD, GSH-PX were measured and cell structure was observed. The concentration of KIM-1, TGF-B3, were measured by
ELISA, the expressions of KIM-1, TGF-B, mRNA were measured by RT-PCR. Results: Compared with the model group, the cell viabili-
ty and activity of SOD, GSH-PX of TSII-A groups and positive control group were significantly increased (P<0.05); the content of MDA,
NO, KIM-1 were significantly decreased(P<0.05); the expression of KIM-1 mRNA were significantly decreased(P<0.05); the cell struc-
ture was significantly improved, there was no statistical difference (P>0.05) in the concentration of TGF-B, and the expression of
TGF-B1 mRNA. Conclusions: TSII-A can promote the proliferation of HK-2 cells induced by VAN through relieving the oxidation
stress.
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12000 rpm E5.0> 15 min J56f [ )2 TC @K AHW 25 RNA Free EP
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% 1 RT-PCR 5|4 31
Table 1 Sequences of primers for RT-PCR

KIM-1 FORWARD 5'-CCCCGAGCTGAAGACAACAT-3'

KIM-1 REVERSE 5'“AGGCCTCTGGGACTCATTCT-3'
The KIM-1 PCR amplification parameters: 5 cycles at 95 s, 34 s at 60, and 40 cycles
TGF-3, FORWARD 5'-GGGGCAGTCAAGAGCAA-3'
TGF-B, REVERSE 5-GAACCTTTCATATTTAGGTGGT-3'
The TGF-B, PCR amplification parameters: 94°C5 min, 94°C 50s, 72°C30s, 35cycles

L5 Grite4bE 2.1 TSI-A 3% VAN %5 HK-2 4Ra7EiE RA 20
ARSI v BT A B R B SPSS 15.0 B3 A 7 5 b 3, W 2 s B UR R A S A0 TG R B R TS H

HHEEER M (xx $)FR, ZHBIST BRI 22007, 30 XTHREH, HLANMIAFIE RS VAN FE A E] 52 4 1 f 25 A1
— PRI LECR T SNK-q £255, LA P<0.05 FR225 A48t H(P<0.05), BbAh, ANIRIF ik TSIT-A Ak B 1% 20 A7 A< AR

2R LRI ETEES, ELBGE TSI-A A AR ) 9 T 4 4 1
) wm T (P<0.05).

% 2 TSI-A 3t VAN 554 HK-2 fRATFiE R EI(xE s,n=6)
Table 2 Effect of TSII-A on the survival rate of HK-2cells induced by VAN(xt s, n=6)

Survival rate(%)

Group
24 h 48 h 72 h
Control 100 100 100
Model 66.24.45+ 7.33* 61.97+ 847 55.31+ 11.09°
Amifostine 7831+ 11.65® 81.28+ 9.75® 83.68+ 11.84®
TSI-A(25) 7421+ 12.97® 78.05+ 13.66® 80.16+ 16.22®
TSII-A (50) 79.95+ 14.79® 81.74% 8.54® 83.98+ 10.71*
TSII-A (100) 82.86+ 14.51® 84.29+ 11.05® 85.59+ 7.83®

FE:5EAELE,P<0.05; SERAHLLE, P<0.05,
Note: Compared with the blank group, *P<0.05; compared with the model group, "P<0.05.

2.2 TSI-A %t VAN 5S4 HK-2 fRRE 4L M8k E RS0 MAD NO & & W W BEAR, HR#E TSI-A & A3, SOD,

KiFIZH HK-2 20 ffl SOD .GSH /KB BARF 25 (A% IR4],  GSH-Px BET1E5 , MAD NO Z5fb 57 % Ik (P<0.05); TSI-A 4%
M MAD \NO & & B T2 (AXHIRG] (P<0.05), AFFIE S5 A2 E & TSI-A &5 &4 2 B L i b2 539
TSH-A kb ¥ 20 SOD GSH-Px 7K - 4 5 B 21 &b 25 T [ BF JEGeii@ a0, W3k 3.

%< 3 TSII-A %t VAN iS4 HK-2 4if1 SOD,GSH-PX MAD,NO & 2H&MH(xt s,n=6)
Table 3 Effects of TSII-A on the SOD, GSH-PX, MAD and NO content in HK-2 cells induced by VAN(xt s, n=6)

Group SOD(U/mL) GSH-PX(U/mL) MAD(nmol/mL) NO(nmol/mL)
Control 66.34+ 14.86 46.76+ 10.69 8.47+ 0.93 0.142+ 0.032
Model 42.11% 16.37* 2439+ 7.46° 11.45+ 3.82¢ 0.329+ 0.156°
Amifostine 60.41% 12.78* 39.58+ 16.31*® 9.07+ 3.51® 0.194% 0.063®
TSII-A(25) 5347+ 17.32* 34.87+ 7.39® 9.88+ 2.16® 0.233+ 0.082*
TSII-A(50) 54.23+ 14.39® 36.85+ 11.73® 9.75+ 4.066® 0.217+ 0.046™
TSII-A(100) 56.43+ 11.08* 37.44+ 5.98® 9.31% 5.11*® 0.204% 0.102*®

E: 5ERAELR,P<0.05; SERALLE, P<0.05,
Note: Compared with the blank group, *P<0.05; compared with the model group, "P<0.05.

2.3 TSI-A % VAN S8 HK-2 R 4ARE iR AR KIM-1, SR i 2 A%, HL G TSII-A ¥ B2 (% 1 hnimi 22 B A1, B
TGF-pl &2/ TSI-A (#4945 FBA B 5800k 2 25007 (P<0.05) ; 1717 45 ZH 40 A 175
FEAIZH HK-2 4 5 KIM-1 & 388 E & T AME W TGF-p1 f 2 2R g2 L (P>0.05), WLk 4,

ZH(P<0.05); AN[a] 4 TSH-A ZbHAI AN L IEH KIM-1 & 153
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% 4 TSI-A Xt VAN % S/ HK-2 4 157 KIM-1, TGF-B, 2RI M (xt s,n=6)
Table 4 Effects of TSII-A on the KIM-1 and TGF-B, content in HK-2 cells induced by VAN (xt s, n=6)

Group KIM-1(g-L") TGF-Bi(ng-mL")

Control 0.16x+ 0.042 13.54+ 3.45

Model 0.58+ 0.016* 14.56x 7.37
Amifostine 0.36+ 0.024*® 13.47+ 6.01
TSII-A(25) 0.37+ 0.033® 13.66% 4.74
TSII-A (50) 0.31% 0.028* 13.84+ 6.25
TSII-A (100) 0.25% 0.052*® 13.79+ 6.93

i 5=aAELE, P<0.05; SERALE,P<0.05,

Note: Compared with the blank group, *P<0.05; compared with the model group, °P<0.05.

2.4 TSI-A %t VAN %58 HK-2 48 B KIM-1,TGF-8, mRNA
FiXHFm

FERIZH HK-2 40 KIM-1 mRNA [ 3235 5255 F25 (5t
ME2H (P<0.05); AR5 & TSI-A 4B 40 KIM-1 mRNA [958

% 5 TSI-A 3t VAN 551 HK-2 4ff KIM-1,TGF-B, mRNA Kix

ISR BRI, ELREE TSTI-A ¥R 2 (448 g 728
i, B TSI-A 50945 FHEAT B 58 A9 B2 25007 (P<0.05) 5 T 45 2HL 24
Jits KIM-1 mRNA {93235 U 22 5 4 D04 27 5 L (P>0.05), L
% 50

IRMAXE s,n=6)

Table 5 Effect of TSII-A on the KIM-1, TGF-B, mRNA expressions in HK-2 cells induced by VAN (xt s, n=6)

Group KIM-1 TGF-B,

Control 0.77+ 0.038 0.88+ 0.054

Model 1.43+ 0.93* 0.92+ 0.144
Amifostine 1.04+ 0.086® 0.96% 0.178
TSII-A(25) 1.12+ 0.034® 0.81% 0.135
TSII-A(50) 0.98+ 0.066™ 0.95+ 0.201
TSII-A(100) 0.87+ 0.071% 0.87+ 0.218

E: 5SEAAELE, P<0.05; SEAALLE,P<0.05,

Note: Compared with the blank group, *P<0.05; compared with the model group, "P<0.05.

3 91t

H RTS8 2 W AL R 5 BB 403 ) T PR 26, 24l P
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LA AR i R BRIV S L AT 425 5 R AR ) ) 4 TSTI-A

AT 4 3R R VAN 5300 HK-2 4 TE 22 . BRI KIM-1

Fik, W] TSI-A X VAN FrE HK-2 2 i #52  HA 1 S A £

PHERT . He ERIT -B(TGE-B) N —Fi s b2 ¥ ] - 41

W5, W A HE T S 240 D A1 R Al M A A 2 1 8 JBE IV T

[F1) 32 2 W1 [ B R A4 1 B0 o T AS 0F 5 45 SR 75 AN [ 5

TSI-A X%} TGF-B HYRAFF T W, 75 H X VAN frE

HK-2 it 5 S A 4e e et . HRTRZ BTN AN

WA e VAN SEUE S0 LS P ARBFFE SR R

TSI-A LU O J7 U VAN BTE HK-2 40 i ) 4 AR

WOK- X AT g HOEE VAN FR 80 Sy sz —.
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