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Effect of Banxia Xiexin Decoction on MAPK/ERK Signaling Pathway
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ABSTRACT Objective: To observe the effect of banxia xiexin decoction on mitogen-activated protein kinase (MAPK)/extracellular
signal-regulated kinase (ERK) signaling pathway in patients with Helicobacter pylori (Hp) positive chronic atrophic gastritis (CAG).
Methods: 96 Hp positive CAG patients were randomly divided into control group (treated with conventional quadruple therapy, 48 cases)
and observation group (treated with banxia xiexin decoction combined with conventional quadruple, 48 cases). The efficacy, Hp eradica-
tion rate, traditional chinese medicine syndrome points, pepsinogen (PG) and MAPK/ERK signaling pathway related indicators were
compared between two groups. Results: The total clinical effective rate and Hp eradication rate in observation group were higher than
that of the control group, respectively (P<0.05). After treatment, compared with control group, the main symptoms, secondary symptoms,
total scores, PGII, the expression of MEK1 messenger ribonucleic acid (mRNA), MEK2 mRNA, ERK1 mRNA, and ERK2 mRNA in
observation group were lower, and PGI was higher (P<0.05). Conclusion: Banxia xiexin decoction in the treatment of Hp positive CAG
patients, which can improve the clinical treatment effect, improve the clinical symptoms and PG level, and regulate the MAPK/ERK sig-
naling pathway in peripheral blood.
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P MR BEHLA TR LU PG B R R 255 — BE B 2021 4F 3 A
-2023 4 5 HGA R 96 ] Hp FHME CAG g X BRA (%
FLPUBRIRTT , 48 4 AR (F 5.0 B G F LUERIAYT
48 1), X HRZH 55 26 ], 4 22 4k 42~71 2,1 (51.64+
712)% R 1~6 4F, SFH5(4.73+ 0.41)4F, ML 27 fil, %
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XTRRLA L T IR, G B Rie iR i (1 251

H20094110, #iA% :20 mg), FAR, Bk 1 A, & H P s pg
MR ([ 24 i H43022230, BLA% - 0.125 g) M AR, &K 4 %7,
H R ; o 37 2 2% e 4% (1= 25 1 5 H19980088, #LA% :0.25 )
AR, fRk 1k, A HMIR; BRART AR EE [E2 0T
H20059772, ¥4 : 55 mg(LIABIT )10 AR , — ¥k 165 mg, —H 4
WL 3 48R 1 /NS R R AT AR . 3R LRl A
L FELHINBIATT , B AN : NS A 6g, KI 4 M, HiE
R KRHRE SR 220 E T4 9g, 8H 1A KR,
UETE G 300 mL, 43 LR P IR AR, AU 150 mL, B IYR
T14H.
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S A P SR N A5 A TR, 90°C 308,95 "C5'5,60 C 30's,
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Table 1 Traditional chinese medicine syndrome points (scores, x£ s)

Groups Time point Main symptoms Secondary symptoms Total scores
Before treatment 11.83+ 2.83 10.71+ 1.58 22.54+ 2.73
Control group(n=48)
After treatment 7.58+ 1.82% 6.53+ 0.79* 14.11% 1.75%
Before treatment 11.12+ 2.62 10.64+ 1.41 21.76x 2.62
Observation group(n=48)
After treatment 426+ 0.94*" 3.26+ 0.68*" 7.52+ 0.86*"

Note: Compared within group before and after treatment, *P<0.05. Compared with control group, “P<0.05.
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Table 2 Comparison of PG I, PGII levels and MAPK/ERK signaling pathway indicators (vt s)

Groups Time point PG I (ng/L) PGII (ng/L) MEKImRNA MEK2mRNA ERKImRNA ERK2mRNA
Control group ~ Before treatment ~ 43.69% 7.34 2347 2.62 1.89£ 0.30 1.67+ 0.24 1.58+ 0.32 1.66+ 0.24
(n=48) After treatment  52.95% 8.46* 17.68% 2.51% 137+ 0.24% 1.27+ 0.22% 1.19 0.26% 1.27+ 0.16*
Observation  Before treatment ~ 44.08% 6.27 2328+ 3.53 1.86% 0.23 1.65¢ 0.22 1.61% 0.26 1.68+ 0.22
group(n=48)  After treatment  64.34% 7.57*  13.03% 2.47% 118+ 0.28* 0.95% 0.14** 091+ 0.21* 1.04% 0.18%

Note: Consistent with table 1.
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