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Effect of the Extract of Radix Tetrastigmatis on the Function of NK Cells in vitro. Wang Ying, Zhang Songping, Yu Zhe, et al. Xixi
Hospital of Hangzhou( The Sixth People's Hospital of Hangzhou) , Zhejiang 310023, China

Abstract Objective To study the effect of the extract of radix tetrastigmatis on the function of NK cells in vitro. Methods The
effective components of radix tetrastigmatis were separated and purified by physical and chemical methods, and the extraction purity were
identified by HPLC. Peripheral blood mononuclear cells (PBMC) were separated in patients with chronic hepatitis B. NK cells were sepa-
rated from PBMC by magnetic separation in vitro. The separated NK cells were in orientational culture with NK cell medium. The NK cells
cultured for seven days were collected and induced for 72 hours by the extract of radix tetrastigmatis at different concentrations. Human NK
cell proliferation was detected by CCK — 8 assay. The expression of NK cells perforin ( PFP), granzyme B (GrB) and CD107a detected
by flow cytometry ( FCM) before and after the effect by the extract of radix tetrastigmatis. The expression of NK cells IFN - vy was detected
by flow cytometry (FCM) after 72h — induced. Results  Nine parts of the radix tetrastigmatis were extracted ( named TH —t, TH - p,
TH -a, TH-b, TH-w, TH-wl, TH -w2, TH - w3 and TH —w4). All parts of the extract could promote the growth of NK cells,
and the differences were significant. Under the same conditions of concentration, water boiling desugar portion (Th — w3) promoted the
growth most actively. Total extract (Th —t), petroleum ether (Th — p) and water fractions desugared followed, and the differences were
significant with the control group (P <0.05). After 72h induced by the total exiract of radix tetrastigmatis on NK cells, the positive ex-
pression rate of perforin and granzyme B was significantly increased, and total extract group(0.62uwg/ml) reached the highest expression,
compared with the control group (P <0.05). The expression rate of IFN -y was 99.01% with its concentration of 0. 62uwg/ml, which
was significantly higher than the expression of control group (88.46% ) (P <0.05). Conclusion The extract of radix tetrastigmatis can
promote the proliferation and function changes of NK cells in patients with chronic hepatitis B, and up - regulate the NK cell surface ex-
pression of PFP, GrB, CD107a and IFN — .
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