¢ 3% Chinese Traditional and Herbal Drugs 35 48 % 2 S #i 20173 A * 951 -

RIXFZE&XT A HK-2 488 P21 FA Caspase-3 FRiERIFZ N

B4R, AT RRT, ke
1 KRR, REE 300070

2. MR, R 300071

3. Rl EATSRE, Rid: 300022

4. REEWALER, KHE 300050

W E: BE UWHELWTLE (SchB) X (CDDP) AL B /Mg R (HK-2) $ifhHh P21 F Caspase-3 %
KIIEW. Ak BURARESE HK-2 4000, BERLS R 5 4 SHRAGIR AT, CDDP 400N 50 umol/L CDDP 4bFf 24 h,
SchB Fiff4"4] (CDDP+SchB): 73 HIMIAZIRE N 51 104 20 umol/L SchB ikt 2 h Ji7, HA¥/ER CDDP 4. CCK-8 k74
R - 420 12 s AnnexinV-FITC/P1 XUbRic it U0 AR & 4140 M 128 {88 S MR S 440 MTEZS; Western blotting
Rl 2040 P21 1 Caspase-3 fil3IL. 4R SXTMAAHLL, CDDP 4 fiE T BIEAC, A%, P21 A Caspase-3
RARILR L ERN, MK AR RN, HEERN K. SchB TRy 2415 CDDP A1 E 231 n, 41T, Caspase-3
HARKRERERD, P21 EERER WENN, MBS S, AR GGE N, AR RR . 458 SchB XY
CDDP i 3] HK-2 4UHaitia ey /e, HHUHIT A5 3L 18 P21 AN Caspase-3 IMFRIA ¢,  HILARSEH AR .
KA AR T4 #: HK-2 4008: M4 P21; Caspase-3: AT

HESES: R285.5 MERFRASRS: A XEHRS: 0253 -2670(2017)05 - 0951 - 06

DOI: 10.7501/j.issn.0253-2670.2017.05.019

Effects of schisandrin B on P21 and Caspase-3 expression in HK-2 cells injuried by CDDP
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Abstract: Objective To explore the effect of schisandrin B (SchB) on P21 and Caspase-3 expression in cisplatin induced human
proximal renal tubular epithelial (HK-2) cells injuried by CDDP in vitro. Methods HK-2 cells were randomly divided into five
groups: control group (untreated), CDDP group (treated with 50 umol/L CDDP for 24 h), SchB pretreat groups (CDDP + SchB, cells
were pretreated with 5, 10, and 20 umol/L SchB for 2 h, and the rest of the operation was the same as CDDP group). CCK-8 kit was
used to detect the cell viability of five groups. Flow cytometry was used to detect the apoptotic rate of five groups. The morphology of
cells was observed by inverted microscope. The protein expression of P21 and Caspase-3 was assessed by Western blotting assay.
Results Compared with the control group, the cell viability decreased, and the apoptosis increased, the protein expression of P21 and
Caspase-3 was up-regulated in HK-2 cells after treated with 50 umol/L CDDP. Cell volume was reduced, and the mutual connection
disappeared. Compared with the CDDP group, the cell viability increased and the apoptosis was decreased, the expression of Caspase-3
was down-regulated and the expression of P21 was up-regulated in HK-2 cells after pretreated with 5, 10, and 20 pumol/L SchB. Cell
morphological damage lightened, the volume slightly decreased, and the mutual connection reduced. Conclusion SchB has a
protective effect on HK-2 cells damage induced by cisplatin. The mechanism may be related to up-regulation of P21 and
down-regulation of Caspase-3 expression, and its protective effect is dose dependent.
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Fig. 5 Expression of cleaved Caspase3 and P21 of HK-2 cells in each group (X x5, n=3)
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