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level of PBLD in the GC and para-carcinoma normal tissues. Methods Collected 220 GC tumor tissues and 79 para
— carcinoma normal gastric tissues. Recorded the clinic information. Used immunohistochemistry method to detect
expression level of PBLD in the tissues. Analyzed the correlation of PBLD and clinic characteristics include the
age gender tumor stage and migration. Constructed the plasmids for interference of the PBLD expression. Then
used the plasmids to down regulate the expression of PBLD in AGS cells. The cells transfected with empty plasmids
were used as the control. Detected the interference efficiency by RT-PCR. Detected the cell proliferation ability by
CCK-8 method and migration ability by Transwell assay. Detected the rate of apoptosis using Annexin V-PI and
Flow cytometry. Results The positive rate of PBLD in GC tissues was 27. 7% . It was lower than that in para-car—
cinoma normal tissues( 63.3%) ( P <0.001) . The expression of PBLD was related with TNM stage( P =0. 001)
lymphatic metastasis( P =0. 016) and differentiation( P =0. 001) . Afier interference expression of PBLD the pro—
liferation ability of AGS cells was increased( P <0.01) . In Transwell assay the cells that transfer to the basilar
membrane in test group were more than those of control group. So the migration ability after interference expression
of PBLD was promoted( P <0. 05) . The total apoptosis rate of interference group was (7.36 £0.78) % which was
lower than that of control group( 11.76 +0. 64) % ( P =0.007) . The late apoptosis rate( 5. 56 +1.7) % of interfer—
ence group was also lower than that of control group( 10.75 +1.02) % ( P =0.015) . But the early apoptosis rate
had no statistical significance. Conclusion PBLD has lower expression level in GC tissues. The down regulation of
PBLD is related with the proliferation migration and late apoptosis rate of GC cells. PBLD is a candidate cancer
suppressor gene for GC.
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Mechanism of modified Tuoli Xiaodu powder in the treatment of

radiation proctitis based on TLR4 /NF—B signaling pathway
Zhu Chaofu An Baiping Huang Hongjie et al

( Hospital of Chengdu University of Traditional Chinese Medicine Chengdu 610051)

Abstract Objective
proctitis based on TLR4/NF—«B signaling pathway. Methods

To explore the mechanism of modified Tuoli Xiaodu powder in the treatment of radiation
Forty-eight SD rats were randomly divided into 6
groups except for the control group all the other groups were induced to make the rat model of radiation proctitis.
After 3 d of normal feeding the rats began enema the control group and model group were enema with 2 ml 0. 9%
normal saline and the positive control group were treated with 2 ml montmorillonite powder ( 0.2 g/ml) combined
with dexamethasone (1 mg/ml) enema modified Tuoli Xiaodu powder 2 ml enema with low ( 1 mg/ml) medium
(2 mg/ml) and high dose (4 mg/ml) was performed once a day for 10 d. Then rats were killed the diameter of
rectum was measured the histopathological changes of rectum were observed by HE staining the levels of serum
interleukin4 ( IL4) ILH0 epidermal growth factor
( EGF) and IgA IgM and IgG were measured by ELISA the expressions of TLR4 Myd88 NF—«B p65 IkBa in
rectum were detected by Western blot and the expressions of TLR4 Myd88 NF—+«B p65 IL-6 and IL40 mRNA

in rectum were detected by qRT-PCR. Results

interferon—y ( IFN—y)  tumor necrosis factor-o ( TNF-a)

High dose of modified Tuoli Xiaodu powder could significantly im—
prove the pathological changes of rectal tissue and reduce the score of rectal inflammation ( P <0. 05) . Compared
with the model group the high dose of modified Tuoli Xiaodu powder could significantly increase the levels of ser—
um EGF 114 TLH0 TgA TIgM and IgG ( P <0.05) . The expression of IFN—y TNF-a TLR4 Myd88 NF-
kBp65 IkBa and TLR4 Myd88 NF-«Bp65 and IL-6 mRNA significantly decreased in rats ( P <0.01) . Conclu—
sion The high dose of modified Tuoli Xiaodu powder can significantly improve the pathological changes of rectum
in rats with radiation proctitis and play a significant role in the expression of TLR4 /NF-kB signaling pathway relat—
ed factors and inflammatory cytokines.
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