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Glycyrrhetinic acid inhibits the apoptosis of gastric mucosa cells in gastric
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ABSTRACT: AIM To explore the effects of glycyrrhetinic acid on the gastric ulcer rats infected by Helicobacter
pylori (Hp) and its action mechanism. METHODS  Gastric ulcer rat models were induced by acetic acid stress
and then followed by Hp infection. After treatment with low and high doses of glycyrrhetinic acid, the ulcer index,
gastric acid and proteinase activities in gastric ulcer rats were analyzed. The effects of glycyrrhetinic acid on the ex-
pressions of BCL2 and Caspase-3, the GSK3 activity in gastric mucosa and gastric epithelial cells , and the cell
apoptosis level were then detected. RESULTS  Glycyrrhetinic acid reduced the ulcer index, gastric acid and pro-
teinase activities in rats. Besides, the expression of BCL2 was significantly up-regulated by glycyrrhetinic acid in
gastric mucosa and gastric epithelial cells, whereas the expression of Caspase-3, level of cell apoptosis, and
GSK3p activity were significantly reduced. After the treatment with GSK3 activator LY294002, the level of BCL2
was down-regulated, Caspase-3 expression was increased, and the level of cell apoptosis was enhanced. CON-
CLUSION  Glycyrrhetinic acid promotes the healing of gastric ulcer infected by Hp via regulating GSK3 activity
and inhibiting apoptosis of gastric epithelial cells.
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Fig.1 Effect of glycyrrhetinic acid on the cell apoptosis of gastric mucosa in GU rats
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Fig.2 Involvement of glycyrrhetinic acid in the regulation of GSK3p activity to inhibit apoptosis of gastric epithelial cells

P95, GSK3B & — P LR <F 11 1) 22 & IR/ 75 2 R ¥
fifg, FTyi216 5% FLmE R AL J5 16 g TS, Ser9 5%
FEWEMRACSS TS PR B, 15 Ay GSK3B FIAE
TR Bel-2 K Caspase-3 73~ 1 45 41 Jifd i)
T AN ARG, Hee N T AR =il
FALEWRE VT GSK3B W&k, FE 1M 52 Wiy 40 fifd 185
L AT RN AR A, HEREmREET
JH I TR AT R R 5 B B R GSK3B (Tyi216)
BRI AT, BRI PE, Jf LR BCL2, #if
] Caspase-3 [FRIA . HHEM H YR FR X 1 26 5 41 g

P T A SIE HT T BB GSK3B AT O 1 241 i 4 1= 3
(G PSS

ABIFTE L IR B IR G 1) SR 18 5197 K Bl
B R4, UESE T H BRI X T ] IR A R e
SR8 B iE s AR HEER], X —d
SH BRI XS GSK3B Vil M 10 7 bz B 26K |
B AL TR AT OC, Al DA A rh 2 H R R H
NSRRI S S
SE WK
[1]  Miyamoto M, Haruma K. Gastric ulcer and duodenal ulcer[ J].

465



2017 43 H ok 2 March 2017

39K 3 Chinese Traditional Patent Medicine Vol. 39 No. 3
Nihon Rinsho, 2013, 71(8) . 1418-1423. [11] Rmesd, e, e, % 18p-H M kiRiEd Wnt/B-
[2] Shirasaka D. Helicobacter pylori VacA and gastric ulcer[ J]. In- catenin {5518 #XF U937 4l - rg =ML DFFE [ T].
ter J Hematol, 2006, 84(4). 316-318. [EZg2pdeids, 2014, 49(19) . 1710-1715.
[3] FRER, W, XVEEE, 5. PEZNEYT E B IR [12] Wang D, Wong H K, Feng Y B, et al. 18beta-Glycyrrhetinic
WFgEaefE[)]. LT EZE, 2015, 42(1) . 208-210. acid induces apoptosis in pituitary adenoma cells via ROS/
(4]  xfgsHe, X7, FFHa. 25 H 5 dp 3R B A9 43 B ik 5 MAPKs-mediated pathway [ J]. J Neuro oncolo, 2014, 116
[J]. HhAMNEZERISE, 2014, 12(32): 162-164. (2): 221-230.
[5] FHR, EARZE. HERRAEATAERFRAMR[T]. K [13] Gunjan S, Susanta K, Shreyasi P, et al. 18B-glycyrrhetinic
HERFRFEFR, 2014, 36(2): 195-197. acid induces apoptosis through modulation of Akt/FOX03a/Bim
(61 sR@RA, HPE, Bifd, . 25550 X0 d 1T I8 f pathway in human breast cancer MCF-7 cells[ J]. J Cellr Physi-
BB B KR E A M ES W Em 1], T E 2R ol, 2012, 227(5): 1923-1931.
7, 2006, 13(3): 157-158. [14] Gao C, LiuY, Jiang Y, et al. Geniposide ameliorates learn-
[7] gk R (8] YRR A7 1 TR TR B T R 2 AR ing memory deficits, reduces tau phosphorylation and decreases
FHLHI[D]. My, iK%, 2013. apoptosis via GSK3B pathway in streptozotocin-induced alzhei-
(8] i mi. ELLRHRIYIHTR B I8 Pk 8 it 1E 0 Kbt i mer rat model[ J]. Brain Pathol, 2014, 24(3): 261-269.
PERFZE[D]. KB INVEERIRS, 2006. [15] Chou C H, Chou A K, Lin C C, et al. GSK3B regulates
[9] GUCIN Z, CAkmak T, Bayyurt N, et al. Helicobacter pylori Bel2L12 and Bel2L12A anti-apoptosis signaling in glioblastoma
infection and relationship with gastric epithelial cell proliferation and is inhibited by LiCl [ J]. Cell Cycle, 2012, 11 (3):
and apoptosis [ J ]. Turkish J Med Sci, 2013, 43 (5): 532-542.
739-746. [16]  To C, Guglielmo J M D. Abstract 1548 ; The effects of synthet-
[10] Fard, XMW, £oc5, % HBERERMNA R ic triterpenoids on GSK3 and focal adhesions[ J]. Cancer Res,
PC12 A3 AR 4PV I B LB () ] AR Py 222 2 ik, 2011, 71(8): 1548-1548.

2013, 28(4) . 353-356.

B F TR 77 X B B B B/ BR =2 U 20 it DNA 353 (% B 22 1l

REE, #ERYE, Kk¥m, X B, ¥ F, KW
(ZkkxEFKR, #3785 443002)

WE: B W TRSE (AR T, LT, BT By TR 0T PRBR I B0 AR /N B AN

DNA 5 HIRN . FiiE K SO JUBAREREYE Balb/C /NS rb 40 JUMR M T S PRI G J BEAILES 0 AR OGS IR AL (AR BEERK)
PARIFARERTIE. .y mlid] (100, 200, 400 mg/kg), 10 R BiE# Xt 2L (ZEBRER/K) , SRERREE/IN LS Sk

JBEEIARFE . RSN/ ORS8O TE R RS TR R, BB M E 1 (ELISA) A i v 8-F i 48 1 1
(8-OHAG) My&A Lk, HANMIBEN R IR AR SEALANE DNA $05 1B, Western blot 450 52 JUZH L B4R A 19 i 737 410
HlEE 53 (p-PS3) . y MIMARALAYA R (v-H2AX) EREARIA. SR MR TEMXEA, T F i & 4n] 857t
E/INRURS RO RS TR R, B MRIRR TR | I3 8-OHAG /K-, W FR AL LT p-PS3 15 y-H2AX 1%
Ko ER TTHTEDTREEIE T p-PS3 | y-H2AX 8 R IAR B AR R B R0 ) RS ALAR I DNA 153475

KBIR . TTRTRTT; FAERENEG; 8-OHAG; DNA fiffj; y-H2AX

HESES. R285.5 SHRFRARAD: A XEHS: 1001-1528(2017)03-0466-05

doi:10. 3969/j. issn. 1001-1528. 2017. 03. 005

Effects of Wuzi Yanzong Prescription on cyclophosphamide-induced DNA dam-
age of testis cells in mice

Wi HES. 2016-08-08

E£WAB: EXARRFRESTH (81573931, 81373881, 81503334); =ik Kk~ AARHFE sh3E4 (KJ2014B067)
EEEN: RIGE (1986—), 2, HWt, Jii, MG 2§25, E-mail: zhaohaixia. mm@ 163. com
*BEMEE: KK (1973—), 53, 14, #d%, WS PhAZHIY, E-mail: greatwall@ cigu. edu. cn

466



