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The Liver—protecting Function and Mechanism of Pien Tze Huang on H22 Hepatocellular
Carcinoma Ascites Mice Based on ANXA1/VEGF Signaling Pathway

LIN Ya', LAI Wenfang', Li Congchong', Liu Yudong', LIN Guoging®
! College of Pharmacy, Fujian University of Traditional Chinese Medicine, Fuzhou, Fujian 350122, China
2 The Affiliated People’s Hospital of Fujian University of Traditional Chinese Medicine, Fuzhou, Fujian 350004, China

ABSTRACT Objective: To explore the effect of Pien Tze Huang (PZH) on H22 hepatocellular carcinoma (HCC) ascites mice and
its mechanism. Methods: Ascites hepatoma mice model were prepared by intraperitoneal injection of H22 HCC, and randomly
divided into the normal group, the model group, the PZH group (0.2 g/kg) and the cyclophosphamide group (0.07 g/kg) according to
their body weight. The H22 HCC ascites mice were intragastrically administered the respective drugs one time per day, and for
consecutive 7 days. At the end of the experiment (7 d later), the body weight, abdominal circumference, ascites volume, ALT and AST
level of serum were measured. Observe the pathological section of liver by using HE staining. Western blotting was used to detect the
expressions of annexin-Al (ANXA1), vascular endothelial growth factor (VEGF), vascular endothelial growth factor receptor (VEGFR)
and nuclear factor kappa-B (NF-kB) p50. Results: Compared with the normal group, the ascites volume and the serum AST and ALT
levels were increased slightly in the model group, the expression of ANXAI1 protein decreased, the expression of VEGF, VEGFR,
NF-kB p50 protein increased, and the hepatic cells turned partially fatty along with liquidation, regression, or disappearance of
cytoplasm. Compared with the model group, PZH could reduce the ascites volume and the serum AST and ALT levels significantly,
and the pathological section of liver showed that PZH could improve hepatocytes to a certain extent. The expression of ANXA1 by
PZH treatment examined was significantly increased, and VEGF, VEGFR, NF-kB p50 were significantly suppressed. Conclusion: In
H22 HCC ascites mice, it suggested that protecting the liver function and regulating ANXA1/VEGF signaling pathway might be the
mechanisms by which PZH treats hepatocellular carcinoma.
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Scutellaria Barbata D. Don Induce Apoptosis of Colorectal Cancer Stem Cells
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ABSTRACT Objective: To study whether Scutellaria Barbata D. Don induce the apoptosis of colorectal cancer stem cells and ex-
plore its regulatory molecular mechanism. Methods: Colorectal cancer stem cells were obtained from SW480 cell line by flow cytom
etry and treated with Scutellaria Barbata D. Don (0 mg/mL, 0.25 mg/mL, 0.5 mg/mL, 0.75 mg/mL) for 24 h. The effect of Scutellaria
Barbata D. Don on colorectal cancer stem cells proliferation was detected by inverted microscope and cell counter with 4% trypan
blue staining. DAPI and Annexin V-APC/PI assay were used to observe the effect of Scutellaria Barbata D. Don on the apoptosis of
colorectal cancer stem cells. Q-PCR and Western Blot were used to detect the expression of Bcl-2 and Bax in colorectal cancer stem
cells. Results: These results showed that Scutellaria Barbata D. Don could significantly inhibit the proliferation (P<0.05) and induce
the apoptosis of colorectal cancer stem cells, while decrease the ratio of Bel-2/Bax (P<0.05). Conclusion: Scutellaria Barbata D. Don
could induce the apoptosis of colorectal cancer stem cells by a possible way of decreasing the ratio of Bcl-2/Bax.

KEY WORDS Scutellaria Barbata D. Don; colorectal cancer stem cell; apoptosis; proliferation; Bcl-2; Bax



