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Inhibition on inflammatory cytokine expressions in heart and lung from brain death rats

pretreated with Buyang Huanwu Decoction

CHEN Jie', ZENG Yacying’, ZENG Huilan’, LIU Jizwen', SU Zexuan', HAO Tong tong'
(1. Department of Urology and Organ Transplantation, the First Affiliated H ospital of Jinan U niversity, Guangzhou 510630,
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Abstract: Objective To observe the inhibition of inflammatory cytokine expressions in hearts and
lungs from brain death (BD) rats pretreated with Buyang Huanwu Decoction (BYHWT). Methods Male
Wistar rats, weighing from 180 to 200 g, were randomly divided into three experimental groups: control
group (n= 10): hearts and lungs were gotten from normal rats after anesthesia; BD group (n= 10): rat
brain death was gradually induced; BYHWT+ BD group (n= 10): 7 d before BD induction, rats were ig
administered with BYHWT (1.8 mL/100 g) once daily. Six hours after successful onset of BD, only the
rats whose mean arterial blood pressure were more than 80 mmHg were accepted as BD donors. Hearts and
lungs were then obtained. RT-PCR was used to detect the expressions of TNF-a and II-18 mRNA. West
ern blotting method was applied to determining the expressions of both T NF-a and 11~ 18 proteins, and the
phosphorylated p38 M APK ( p-p38 MA PK) proteins. Results The expressions of mRNA and protein lev-
els of both TNF-a and IL-1B, and also the p-p38 M APK proteins levels, were significantly enhanced in BD
group compared to the control group (P< 0 01). While those in BYHWT+ BD group were statistically
decreased (P< 0. 05) compared to BD group, but they were still significantly increased ( P< Q 01) in conr
parison with the control group. Conclusion Pretreatment of the rats with BYHWT prior to the induction
of rat brain death could significantly suppress the expression of inflammatory cytokines in the hearts and
lungs from BD rats. This phenomenon may relate to the blockage of key target points in p38 MAPK signa
ling pathway.
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Inhibition of humulon on arylamine N acetyltransferase 1 activity and gene expression

in SGC 7901 cells
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Abstract: Objective To study the antrtumor effects of humulon on arylamine N-acetyltransferase 1
(NAT1) activity. Methods Employing HPLC, using PABA as substrate, in intact SGC-7901 cells and
their cytoplasm, making PABA being acetylated to AcPABA by NAT1 as the activity of NAT 1. Reverse
transcriptase polymerase chain reaction (RT-PCR) assay was used to study the expression of the NATI
mRNA. Results The results show that humulon could inhibit the production of Ac PABA in intact SGC-
7901 cell and the cytoplasm, the production of AcPABA was gradually increased with the interaction time

increasing. But comparing with corresponding negative control group s, the production of AcPABA was
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