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ABSTRACT Objective  To study the effects of Yigi Huoxue Formula ( YQHX) on inflammatory
responses induced by lipopolysaccharide (LPS) in endothelial cells. Methods Endothelial cells were cultured
in vitro and divided into seven groups, including control group, LPS group, low-dose group of YQHX, high-dose
group of YQHX, simvastatin group, SB203580 (p38 MAPK inhibitor) group, and SB203580 plus YQHX group. Af-
ter pretreated with above chemicals for 3 h, LPS was added into endothelial cells and incubated for another 12
h, and supernatant and cells were collected, respectively. The levels of TNF-«, IL-6 and IL-8 in the supernatant
were detected using ELISA, and the expression of VCAM-1 and ICAM-1 as well as the phosphorylation level of
p38 MAPK were determined using Western blot. Results  The levels of TNF-«, IL-6, IL-8, VCAM-1 and ICAM-1
in LPS group were higher than those in control group (P <0.01), and the phosphorylation level of p38 MAPK
was also increased significantly (P <0.01). Compared with the LPS group, the levels of TNF-a, IL-6, IL-8,
VCAM-1, ICAM-1 and p38 MAPK phosphorylation were decreased in low-dose and high-dose group of YQHX
group and simvastatin group (P <0.05, P <0.01). The levels of TNF-a, IL-6, IL-8, VCAM-1 and ICAM-1 and the
expression of p38 MAPK in SB203580 group and SB203580 plus YQHX group were also dramatically reduced
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(P <0.05, P <0.01). There was no significant difference among groups of YQHX, SB203580 and SB203580 plus

YQHX (P >0.05). Conclusion
LPS by inhibiting the activity of p38 MAPK.
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YQHX suppresses the inflammatory responses in endothelial cells induced by
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it5:DTAO0D ) ; IL-6 ELISA i3 & (£ E R&D 2
], #t5:D6050) ;IL-8 ELISA X7 & (2% E R&D 2
], 415 :D8000C) ;BCA & ikl & (i i+
By T, #S . AR1110) 5 RIPA 246 (I
Ty 8w, 5 AR0102) ; SDS-PAGE ¥ fist it
& (W% MmEEY A, #itS . JC-PE022) ;ECL %
e (35 1= FE BR KA A, dit 5. 34580 ) 5 BT p-p38
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o M5 YA X REA] LPS 41(25 pg/mL) (5%
T I 7RI 2H (0. 25 mg/mL) g ST I 7 e 7] e 2



- 202 - o [ P R % 4 24 2019 4F 2 A4 39 4555 2 1] CJITWM, February 2019, Vol. 39, No. 2

(1.25 mg/mL) 2EAEAMTT4H (3 wmol/L) , MEE 25 <06
MJ7%F LPS 75 51 96 % B 7 L B B R 7 358 19 T B
F o FF3EFIU0 5 H 25 00 1 7 1 U1 i) dne R 7 o
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KM F TNF-o., IL6 . IL-8 43 W K F+ &5 (P <
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IL-8 3 Wb 7K SF- 45 26 A3 I Al LR, 25 S C S i F
EX(P>0.05),

4 p38 MAPK %% VCAM-1.ICAM-1 & [13:
PP (B 2) 555 A R4 g, LPS 240 e
ZHFEF VCAM-1 (ICAM-1 B R A/K - THRE (P <
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e Has X BRI, *P <0.01545 LPS 414k, 2P <0.05,44P <0. 01; 5 25 KI5 1 4 R 41 L e, 4P <0. 05, 44P <0. 01
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