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[Abstract] Objective To explore the effects and mechanism of action of medicated serum containing Rhododendron molle G.

(Y75 B #912023-02-02

(E£WB WA A AREI AT H (2022]180086 ) ; W1 R 4 114 25 Bl 24 AF 55 351 H (D202302078705) ; Wl M 4 # & T BH# W58 500 H (19C1384) 5
W A K22 A B A I 2R TR0 350 H (20225313 ) 5 W 36 48 H 5 24 8 3R BB LT RIIT H (2021161) ;W 1 A S 24 K 2 rp 2 2 — G2 B T 4
T H (2020ZYXO01) 5 W15 i B2 25 K2 35 1 T3] (BeAT N2 (2017)25) 5 1S 4 — T 2 B b 252 (AT R (2018)3) 52020 4R 1R & — T AR BHE M
AR AT I (20201248 5 ) 25 5 & 2020 4 E R — A B Ll HE5 8 (B0 T R (2021)7 5) 24l

(S —1E& IR, Lo PRI A W5 05 ] . vh 25 92 55 245300 0 52, E-mail:364059345@qq.com



1810 W1 R TP s 24 K2 244 hitp://hnzyydxxb.hnuem.edu.cn 2023 AR5 43 &

Don on the proliferation and inflammatory factors secretion of tumor necrosis factor-a (INF-o)~induced rheumatoid arthritis fibroblast—
like synoviocytes (RA-FLS), so as to provide theoretical and experimental basis for clinical treatment of RA. Methods RA-FLS cells
were divided into blank group, model group, tripterygium glycosides group, blank serum (5%, 10%) groups, and medicated serum
(5%, 10%) groups. RA-FLS were treated with TNF-a (10 ng/ml) for 24 h to construct RA cell models. Cell Counting Kit-8 (CCK-8)
was utilized to examine cell proliferation. Enzyme —linked immunosorbent assay (ELISA) was used to determine the content of
inflammatory factors including interleukin-1 beta (IL-1pB), interleukin-17A (IL-17A), interleukin—6 (IL-6), interleukin-2 (IL-2), and
interferon-gamma (IFN—y). Western blot was used to determine the protein expression levels of protein kinase B (AKT1), phosphorylated
AKT1 (p—-AKT1), ¢-JUN, p—c—JUN, p65, p—p65, and epidermal growth factor receptor (EGFR). Results Compared with the groups
without medicated serum containing Rhododendron molle G. Don, there was no significant change in cell proliferation activity within
48 h in the 5% and 10% medicated serum containing Rhododendron molle G. Don groups (P>0.05), but cell proliferation activity
significantly reduced in the 20% and 30% medicated serum containing Rhododendron molle G. Don groups (P<0.05). Compared with
the blank group, cell proliferation activity in the model group was significantly higher (P<0.05). Compared with the 5% and 10%
blank serum groups, cell proliferation activity in the medicated serum groups containing different doses of Rhododendron molle G.
Don was significantly lower (P<0.05). Compared with the blank group, the levels of IL-1B3, IL-17A, IL-6, IL-2, and IFN—y in the
model group were significantly higher (P<0.05). Compared with the blank serum groups, the levels of IL-1B, IL-17A, IL-6, IL-2, and
IFN—y in the serum groups containing different doses of Rhododendron molle G. Don were significantly lower (P<0.05). Compared
with the 5% and 10% blank group, the expression level of EGFR as well as the phosphorylation levels of AKTI, ¢-JUN, and p65 in
the model group were significantly higher (P<0.05). Compared with the blank serum groups, the expression levels of EGFR as well as
the phosphorylation levels of AKT1, ¢-JUN, and p65 in the medicated serum groups containing different doses of Rhododendron
molle G. Don were significantly lower (P<0.05). Additionally, the effects of the 10% serum containing Rhododendron molle G. Don
were more significant than those of the 5% medicated serum containing Rhododendron molle G. Don (P<0.05). Conclusion The
medicated serum containing Rhododendron molle G. Don can inhibit cell proliferation and the secretion of pro—inflammatory factors
of RA-FLS induced by TNF-a, which may be related to the regulation of EGFR, nuclear factor kB (NF-kB), AKT, and ¢—JUN N-
terminal kinase (JNK) pathways.
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