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Effect of total glucosides of paeony on endoplasmic reticulum stress

in the Kidney from diabetic rats
Wu Xiaoxu Zhang Chaoqun Xu Kun et al
( Dept of Nephrology The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To study the effect of total glucosides of paeony ( TGP) on endoplasmic reticulum stress in
the kidney from experimental diabetic rats. Methods Rats were randomly divided into three groups: control group
model group and TGP treated groups. Diabetes rat model was induced with streptozotocin. In TGP group TGP 50
100 200 mg/( kg * d) were orally administered once a day for 8 weeks. The expressions of GRP78 p-PERK and p-
elF2a were determined by immunostaining in the kidney. Results The urinary albumin excretion rate( UAER) in
model group was significantly higher than that in TGP treatment group. Analysis of the immunostaining showed the
expression of GRP78 p-PERK and p-elF2a was significantly increased compared with control rats in the kidney.
TGP treatment with 50 100 and 200 mg/( kg * d) could markedly reduce GRP78 and p-PERK expression in the tu—
bulointerstitium p-elF2a expression in the glomeruli and tubulointerstitium. Conclusion The TGP protection of re—
nal tissue in diabetic rats may be associated with inhibition of endoplasmic reticulum stress.
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The inhibitory effects of the combination of pemetrexed and BIBW2992 or

gefitinib respectively on human lung adenocarcinoma cell line
Bian Jin Wang Lin Xun Chen et al
( Dept of Medical Oncology College of Clinical Medician Anhui Medical University
PLA 81st Hospital Nanjing  210002)

Abstract Objective To investigate the potential anti-proliferative and pro-apoptotic effects of the combination of
pemetrexed and afatinib( BIBW2992) or gefitinib respectively on gefitinib-sensitive cells ( PC9) and gefitinibre—
sistant cells with the T790M mutation of EGFR( H1975) and explore its possible anti-cancer mechanism. Methods
MTT assay was performed to reveal the inhibitory effect on cell proliferation. Flow cytometry using annexin V-
FITC/PI staining was employed to measure the cell apoptosis and cell cycle. Western blot was performed to detect
the protein expressions of thymidylate synthase ( TS) after treated with different dose of BIBW2992 and gefitinib re—
The PCY and H1975 cells were inhibited to different degrees after treatment with BIBW2992
gefitinib and pemetrexed alone and had apparent apoptotic features. The combined treatment with BIBW2992 and

spectively. Results

pemetrexed resulted in a synergistic effect in inducing apoptosis and inhibiting cell proliferation compared with
BIBW2992 and pemetrexed alone both on the PC-9 and H1975 cells( P <0. 05) . The combined treatment with ge—
fitinib and pemetrexed resulted in a synergistic effect only on the PC9 cells( P <0.05) whereas had no such syn—
ergistic effect on the H1975 cells. The BIBW2992 decreased the expressions of TS apparently both on the PC-9
cells and H1975 cells whereas gefitinib had no such effect on the H1975 cells. Conclusion The BIBW2992 can
overcome the drug resistance of cells with the T790M mutation of EGFR. The combination of BIBW2992 and peme-
trexed has an enhanced antitumor effect on both PC9 cells and H1975 cells whereas the combination of gefitinib
and pemetrexed has an enhanced antitumor effect only on PC-9 cells with the possible mechanism of ability to sup-
press the expression of TS.
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