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Abstract; Chronic atrophic gastritis( CAG) is a common disease of the digestive system,and its incidence ranks first among vari-

ous gastric diseases,with epigastric fullness,pain, pantothenic acid,,nausea and vomiting as the main clinical manifestations, and

the occurrence of this disease is related to Helicobacter pylori( Hp) infection, dietary and environmental factors, autoimmunity ,

bile reflux,etc. ,among which Hp infection is the most. At present,the treatment of CAG in Western medicine is mainly based on

the symptomatic treatment of multi — drug combination, although it can achieve certain effects,but the adverse reactions are obvi-

ous,and long — term use is easy to develop drug resistance. Traditional Chinese medicine( TCM) has the advantages of multi —

component , multi — target and multi — channel , and has significant efficacy in the prevention and treatment of CAG. This article

summarized and sorted out the theoretical basis and mechanism of Banxia Xingxin Decoction in the treatment of CAG by searching

and reviewing the relevant literature of CNKI, Wanfang, PubMed and other databases,in order to provide an important reference

and theoretical basis for Banxia Xiexin Decoction in the prevention and treatment of CAG.

Keywords : Banxia Xiexin Decoction( {2 750377 ) ;chronic atrophic gastritis ;mechanism of action ;review

P ZE 4 2% (chronic atrophic gastritis, CAG) 15 & % i
S 2 A IR A I R, s B p A R ]
AR A REAE AR VT AL R Go e K s 2R B 2 AR I 1 6
ik H A 5 T S8 B (helicobacter pylori, Hp ) & |
TRE B FREE 26 A B g S L T B 55 R R 7 AR
%, HETIA Y Hp J8e 2 i 20 & IR R, SCHkRGE Hp BH
PERE % 2E CAG (XU LE Hp BIERR 5 2.4 57 0 LR
T BHRYT , CAG 1] fig <>k i 4 B J5 (gastric carcinoma, GC) , H
25 BB AR BT SR PP B, 7Y R E LR BR Hp R4
BRI L) B AR BE B W3 71 X AR IR IT 0, 246 T, BRI
15 RAPFTR A2 M B R RN, 1 A B 5 5 7
AR 2 1, AN BE AR A b kst S B AR TG i, PR 2 A
CAG MIRIT R P HA R I, A R DS &
ZI7 B 0 JFORIRTT FERVER 2R Z IR UE T , 4Rk [ A A
TR R I, L E G 07 ] LU 2 ik R8T CAG, B T Ui,
R G T IR AR EE LAIRTT CAG I #e SEml A e M
BT, BRI RIGYT CAG $2EE S5 %

1 FFiBFRT CAC FEibEM

CAG W FER B R IIE, T 2 H g T rh R
“EBCR S K A G . CAG Y KA, £t A
FEBE FAR RBH MBEFE B S B0 THRR R W B
B IR Z 4, H AN E 255, 5 0 B0R N2, WUs 5 %
BRI  FERAE I Z AR, AT UL, S TR K R CAG 1%
IRAIL, FEREE TR R L B A IR L, i CAG 136 YT FLA 3L
JLE TR SR FE R CRUEIRFE - JHW6) I I BB AL, SRR
A AT O Z 4, 6 A9 NTE , S H OV B 0
BT ASERSE I 45 0] LTS O 2 IR SER

PEGCHE T (IR ) A R D BELR T 5,
TR, B AR, TR ZE S IR, A, T R IS UE
R, ZOrEERE HE TR AS KR S KLk
G Jrh EARRACER R BRSO B 9T
Mo TZFRMEMAL TR, 55 GEMRCL, F 5 b, H AR
PUHIE . NS KA H b, UM B R IR 22
VTP ek, MBS Z o M 2 AR T7, IR |
B TIRYT IR Z AL RGP, Qg L 1 4 Bt A
955 o TE CAG BT TR L

PRI AEWTFAESE , 2 B 5.0 1 Sl HAT 8027 i
Iy RRRITEM . Hoh R E ik Z 28 R B - A
W S — 2 0 EAL TS 1, 2 2 28 B B iy 1

F L PR R T 2 AT _F RN U S AL 4 1 G ( Su-
peroxide dismutase, SOD) 7K K 42 5 240 M X - 1 4l g A %
(interleukin, IL) —6 3R, W55 SRR S IE SO o B85
AT LA A G 15 5 0 % R L AR . A S AT AT L
FEm IR B 1gG TgA TgM K- # ] s 4T 2 2 o A= 1
¥ (basic fibrobiast growth factor, bBFGF) & [ 3 ik, £ 5 CAG K
BRGRBE I RE , AR A E K o R 2 m] 42 i LA S 2
A H R ERE A A I 35 PR SR BE N T — o (tumor necrosis
factor, TNF — o) 9 & AU % 3 B MR A 008 I BB K
B AT LA 48 4 I PR (9 3R 3K, i 98 RE SN, AR 4P
BRI A, R /N BB B A SRR I 2, 3 Hp,
M RARIRIT CAG FIfER o WA HFFEIEsE, H i A2
O TR A S A I TR, AT LUSE S CAG KB
GO HERRE ™ o 45 b S %~ Y5 00 7 S A 25 284 1
I3, SR T DR YT CAG AL T IR SR BIE SEAE o
2 FEELFIRT CAG BERIE
2.1 ] RAE KR

RAETE— DI W R, 95 S A& A [) 1) 4 i A 22 Fh )
T BEAEIFSE R, B 98 AR 28 ( precancerous lesions of gastric
cancer, PLGC) 54 5 5 SE AN ML A F (Hu 40 IL - 6 1L - 8 | IL -
10IL - 18, 1L - 17 %) &% TNF - o Z )45 % % VI a0
FARSCHRAGE , 1L - 8 HEPA (138t 15 22 AP 2 5 M B IR T CAG Al
GC ™ HEfEE "™, IL-10IL - 1B % TNF - o 2339 Hp
RS , AT B 53 30 CAG J GC i 1 o L -6 1L - 17
15 B RN LU B 20k 5 RAEFLEE 52 ARG, F R0 b A4 2
RAESTRIWIN R 2 CAG % JE N B e sk sh %7 . A
WFFE B, S e JH e £ M 2R AL B — 2 (cyclooxygenase -2,
COX - 2) i ) ZEKE A3 3677 CAG A LU EIA4 25 RCR ™ .
PRIk, 0] B 285 T 1) 9 9 B X T B R CAG R A8 22 i 1] GC
MRl el AR

HLE B IR RS0 AR YT Hp Ak 1 R iy7
RO H 3 I 1( Pepsinogen, PGT) (TNF — o 521, 45
JRB, 2 VS0 0 IR & =507 1 B R Tl = Bk
yrik, Ha] DU TNF — o (PG T ZKSFE, /b 48 P 1 B, ML
AN E BRI A A A . 28 A S ST R B, B
O] IFEAR IL — 6 ,.C 52 3 [ ( C - reactiveprotein, CRP) 45
TR 2R R B VS 0 1 B DU R B 1 v s ok
LI Tl A 9[ Chemokine ( C — X — C motif) ligand 9,CX-
CL97 .CXCLIO, AR A T TL - 17A UL -6 .11 —22 3k, %
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FEIRTY CAG WMET . 28 BRTIR, 2 1501 Bt REF 5T
RIGPEXTF CAG MR YT AR B AR o
2.2 WA RIEA

CAG &AL +23 5 4, B R 58 4 W o, (E R AT
TR, S BB A BHE LR . BRI %
PERG IR NRGRE RS RTEEA 4, Bl SE R S ALG
NEVE S RERARA T AL TN RE o —J7 T, 244 200 T R 5 55 S A
A RNBEIS 1 5 200 6 1 506 O 92 A D 2 3 ok B A 27
A AT B o 5 — 5 T, SR A S0 ) 1 A A 2R
AR 55 20 PRyl B S A B T 40T B 40 i Sk
B 0 S S LR, 0k — A flh 2 3 I P g 1 e AR A RS
B, 75 CAG o, CD4 ™ T 4 23 T BE 4 M, 5 05 40 M Fn =
A ER R FPEFEZE A B = T 5% 40
WERR ORI A M2 A A U R 20 M S5 ) 09T e S A RN
A CAG fy%& 4" . Hp Y AT 3 i 375 5 206 K 38 Rl
PEE , SECE AL B, B, 4455 R0 e P4 X T
Biiia CAG W RE B HZ R XL,

2 g A i Sl g B, 2 Y 0 3 T 5 T
FHICANM I 7~ Ry 238, 1T R 4 T 40 8 (regulatory T cells,
Treg) /BN T 40 17 (T helper cell 17, Th17 ) 1455 S ffif , A
T e 35 5 6 S ) 8 SR B, HETTTAYT CAG. PR e
160 R HREHHAL CAG BB NI RN L, T EE.0%
TR AL B ARG P 2 i M R R DR S R T
AOF-Is2 0, 25 R 3R RS O A I RE 35 38 = CAG i3
i) CD3* .CD4 " H 43k I CD4 " /CD8* L {H, [k CD8 ™ 'H 41
FE L L TL =2 0L = 6 TNF — o 7K, DT $2 155 i B 3 A 280 £
I AT AL S T RE , BEARAILIR AR SO, 1 1T 2 A 15
OIS RAER . 456 DA RS , RUPERIE LW LGE
RS R S T RE , T PR P B R, SR B RUAR YT CAG
B
2.3 PEHAMEEL AT

W B 40 L e 4 45 4 L 6 R T 2 ) 1 T A R A
A TR R, ANRLYE T AR B2 B A P R TR S AR
ECHMMETHETEA D, B M E M 2 (B -~ cel
lymphoma —2,Bel -2) iR H & FEE A 1= £ TT5C7 PR
F3,Bel =2 JyHudi i o= i B 7, Bel - 2 AHSC X R 0 B
(Bcl =2 associated X protein, Bax) > /¢ #F 40 ifg 08 = & A= 1
T Bax 93355 CAG FEIR A4/ AL MUIEAE, 1] Bel -
2 1Y FIA T B, 23 S i A K, 6 CAG 955 15 i 1) %
A g A R IR E B - 3 ( cysteine aspartate — specific
protease 3, Caspase — 3 ) £ AT 40 Mo 074 7= FARE 2F €1 45 A & 152
R R AR T B o D, TR T B 0 A B A A
PATHF- 0 T Bl v CAG 1Y & A= Kol GC ) #7384 oG it
YEM.

AW R IR ZIE.0 W] LA R S S Bk
] 7 R AR L R J2 A MR A )2 0 ) 1 O s R T, DA
BEL1E B B R A AT S A 2 o A, XAV B SR Sk
HG.0w i FE S R Bel - 2mRNA 235, TG LK)
P THAT T Caspase — 3 B3k, ] B R E Bz 40 jE ) i
FEPAT IR B B A R 5. [, #0262 %
JH MNNG 25517 2 08 VLA 2R 6 05 18 A8, W48 R Bl — itk
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0 B R M6 s IR 00 AN 3% i AR 4K TR T 32 A& (epidermal growth
factor receptor, EGFR) \Bel -2 25 (AR A G, G5B AW, L H
50 A AT B v AR B K AL, K LA R W 2540,
AW RARFER, L EE A KR EGFR (Bel -2 3%
IR R FR IR T AR SRR, A R 5 e 1 AR i 27
SRR T, (TR MG A RN TR . £ b R R L R
FUERE R 40 R B AN R T ) P AR
2.4 #BhAR PR Hp

Hp 2 1 2S804, Hp By CAG Jei WL ™ o A1
WFFE W], Hp JBL 5, HLRE 1 R 7 4l i 88 R AHOCHE 1 A (ceyto-
toxin — associated protein A, CagA) Y5 I K7 41 Jifl 57 {445 4 5 il 3%
AR5 S, AR E bR M B, Ak, Hp B
fAT e ( RPDR A ARG ) A2 ¥ 5 2% AH G2 A (Vacuolating cy-
totoxin A, VacA ) 2451 F F B, I 0 4 A8 G0 SN, 25
SO E R T L BRIRER Hp J2309T CAG 1 %
TEZ—o PUZGARER Hp F 2R IDUIBST i (H2 th T AR %
NE R, T 2457 55 [P) R RE R A LA IR R, PRIHGE AR R vh B 2
C B — i i B4 B ARBR Hp BT 15

BEAEDFR R, i i R VH R 8 FHS R 28
B RT USRS HA B SR T
X)) 3 3 BT A B, A B O e £ U 69T Hp A1
KMk CAG, 5% HRZH (Al PUIBY V56 ) AH o mT B 4 8 Hp ARBR
R, HAE B e B A H e SR RAEIR 8 805 I T 1
XFHRZH o [R) A RIS A B, 2k BT 0 1 T AR AR Ca-
gA VacA /K, FIH PG - 1 PG - L /K, SREHBIR IR CAG B
F P Hp, o3 BRI A o 5 b, 2R BVE 0 75 il
BIARER Hp J7 A B ST 8%
2.5 FEAR

AL HOE RN EAL S HUE A TE R A i — Rk S .
Tl B A4 35 4 & (reactive oxygen species, ROS) X} 4 iy T iE
12 RN T By , T 7 2 9 16 PR 42 X DNA IR B AR 1
MR T R E A S EUAE A R T, BEAE BT
TR, MIKAN B BN 20, gz 20 & ER , STE B
AL P, N ¥ (malonaldehyde, MDA ) I ity 436
LY 8 A AL AL B (SOD) S ME— AT LUTH BR ROS [ , 2By
AL R S B Y . A BFSESE H, CAG K L Bl
LUFAER AALRIEAR G o Hp BRI 23 i 7 /F ROS B 5
A E R AR A BT A I, A A A BT X T
PRI R KB if CAG A HEE X,

oA S o I PR 9k B, A BT 0 1 T AR AR
MDA IL -6 TNF — o 7KF-, | 88 S AL Y1 B AL (SOD ) K-,
TRl S A LIRS I N AR S NE , AT DR A F R, i — 2 3k 5
IAIT CAG fIFEM . Al ™ it K BURIEBF 9 & B, 2 K15
L] LA e AL - BT RGBT CAG, JUH DL
L AE
2.6 if4Z CAG M £ 2 5 @ B
2.6.1 FoxP3/RORyt 12 5 @ % H 3K FXLHEHH P3
(forkhead box protein P3,FoxP3) &5 T 4l il ( Treg) M %
VRSP Treg 40 AT LAGH o 4300 (1 40 M4 3% - 10 4k
H: KT - B ( Transforming growth factor — B, TGF - B) Z5 4%
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LA PR I 2 S HE S A AR Y s, Treg 40 1Y
TR EL AR M 75 4L 25 A (lymphocyte — activation gene — 3, LAG - 3)
] 5 AR AR ORI T AL A A T (ma-
jor histocompatibility complex, MHC — 11 ) 5 425 422 fh > & ¥ 4 75
AR o R R SZ A S AL BZ 1A yt (retinoid — relat-
ed orphan nuclear receptor yt, RORyt) 7] DAJE$E Th17 #4534k, 1
Th17 BEFSHI AP F 1L - 17 (7 A A 5 G B SR S L
25 b, FoxP3 jil i JH 4% Treg /i T S 2 4 , RORvyt i 5 I 45
Th17 AP RBERNE N, P& AE A B, 4L T sh Py, — %
AT S B S 8 03 FBT R BE 1R B, 51 & Fh S RE PE
Wi o BRAERETE R, A S SRR 5 1L - 17 1L -
6 FEN T YA IE 5 R IEAC, H Hp B CAG 5 FoxP3 |
RORyt JC 5 ) R 76 R % 1) . P, FoxP3/RORy {75 i
B PR A O 2 R RS R R

& A A A, BTN SIS LV X CAG (94 L

il BIFTE A I, T R R T A 2 A AN [ R 18, 94 4
Wb, JE AR 2H 0 Je o BB, T 00T B 5 LT IR B
B RiE Foxp3 \RoRyt 1Yy mRNA 23k K AHSC A0 X 719 238
Koo BEAD, S ABRELEC R B RGO W B ILR O iR L d e T
PV P IFEN — y[ 25404 K A F - B (transforming growth fac-
tor - B, TGF — B) BYHA ] A9 3% , VAl 4% 4 Hfd S ek K 45 A 4 1
RFMEAPE]
2.6.2 JAK2/STAT3 1z 5 &%  Janus i [if 2 (recombinant ja-
nus kinase 2, JAK2) {5554 5 F1 55 52 0% N F 3 (signal trans-
ducer and activator of transcription 3, STAT3) {5 5 [ 5 J&E 4iF .
PAEFGIEA O, i — 2N 43 T Iz il g% . 50 ZFP AR
AR D T 32 A 23 5 k2 JAK2/STAT3 B 53 i o 24 i 40
R 5 HAZ ARG G JAK il i Fe R AL 75 5 B B 0
— HLROE  JAK2 o B R ALy 5 I 2R b2 IR 40 i 9 e
B, XL S ok 78 2 e S PR ¥ STAT G0 i B3 14 % 42 o2
B CAG RS ATRENERE N GC WAL SCHk R , 72 GC
H, JAK2/STAT3 {5518 B3 6 0 I 2 At 0F e 3g 200 i vy 1
B JAK2/STAT3 {5530 -2 i & SR 48 0 i s =2 —
2V A P AR S AN R TNF — o IL - 18 IL -
6 ZEJIEIN T o A BFSE A JAK 4046 3038 5 b7 11 JAK 2
TR A, A TTT 9805355 400 JH0 P £ 5 A% 5, S 20 TE SRRE P 50 Hh g
Y M, M JAK2/STAT3 {3 558 B 1980 , % T CAG
MIBIE & CG 1R & A TTREA 5 S X,

R R, e WP AN S B 1 W R E o 40 i JAK2/
STAT3 {553 [ U0 , D8R A SO, 3 g S e D g L AR B
S/NEUR E RO Ak, AN R E TS 0
AT LA B AR A AE K TNF — o IL - 1B\ IL = 6 MDA /K-, [F]
B F 8 Bax S5 19335, N Bel -2 FEERAYFRIA, AT 0 ]
JAK2 STAT3 (R 1k, £ i 40 L U8 T2, >R BIVR YT CAG 1Y
HrY,

2.6.3 Wnt/B —catenin 12 5 i@ JoFRFEE H (winglessin-
tegrated , Wnt ) 52 & 75 2P b 2B AR 11, BA 9 SCBE R 20
ThRe AR ik AP o5 B - R (B — cate-
nin ) = FLI b R AR A0 M — 40 A 0 R, D A A0 ) 1Y 2
MTJL:SQ] o TE Wnt/B - catenin {5 5 i K B4 15 B}, B — catenin [

WIRE BRI B - MR BEIG R AR . 3 B
TG BT, 23R A B B - 38 (glycogen synthase kinase —
3B,GSK - 3B) ¥t B I T 43 T Y BE MR AL, fif B — catenin
5 G0 MU T A B2 AR A L R8s g SR A
FEFM, Wnt {5558 BEAE R0 15 5 Zh RS A 36 5 . T 40 M 2t
Al ECTE RN . BTG Wi/ - cate-
nin {553l #2351 B — catenin 75 41 MIA% W W BAR, b R 4
WIS H R, 51 CAG (&L o BEAh, Wnt/B — catenin {55
IH B AL AR AT LU i & Bax/Bel - 2\ TRAIL J¢ Fasc )3 8l 2k
S FEAR A T, T B A0 I G 2R 1 B3R
W EPIRE KL, Wnt/ B ~ catenin {5 57 il R H LS 5
BRI HERE o SUAWFFE I, Hp JE I 25 J 19 722 1) A
HH LR B - catenin FHE R KIRA, Wnt/B - catenin {5
S B AR AT REUCATRYT CAG A HTR i 7 =,

25 S e S ) SR EVE O g TR B &

KE Wnt/B — catenin {5538 #7200, 25 R R B, R HIE 0%
AT RAGE 1 4] Wt/ — catenin 5518 [ ) 5 4 P80 , AT
B RAEE b e J22 0 [T 2 0 O ) 1 O s R o, g P
1E CAG 1y 3 — 25 ke, Ho A5 B0 J7 T, 8 70 £ 20 ROk
B,
2.6.4 PI3k/AKT/mTOR i@ #% PI3k/AKT/mTOR {5538 }& 75
THE 55 SR A0 M R 5E R T AR A S A i
R T L S R e, B RS EILAE 3 -
fif} ( phosphatidylinositol3 — kinase , PI3k ) #¥ ¥ 7% , ki 7= A= 58 —
{5 HBENS B LEE 3,4 ,5 — =& ( phosphatidylinositol -3 ,4,5 —
triphosphate , PIP3 ) , PIP3 Fifi J5 S5 4 130G 4l i J5 vb 1) o5 R K
[ i B ( protein kinase B, PKB/AKT) , )\ i {8 i A, sl 4 55 WA 75
Z N 1 ( mammaliantargetofrapamycin, mTOR ) f¢) 3§ P4 38 i, 52
Wi A AR . AKT BRRRAL S S A AA T 24 R
TP AL, QA Bel = 2 ARG A SE T3 3l 70) ( BAD ) BT i it
0B A T, SR BEL (- iR 40 i ) Ao I AR, AKT £ 8 3 ol A
AKTL AKT2 1 AKT3, B AEAF 58 R B, AKTL 72 (4045 5 72 A
(0 VFZ AUz Rk Bk, PIBK/AKT {5538 % 1
CAG G H AT BERA HE M E Lo

KA Ao B S P 2520 BTG 0 3 ek R
PLGC KB R SRR A2 AL i) 3 > SC 2Ry, B PI3K/
Akt/mTOR {5 5@ B (19 J8 3l 7 R4 & S8 7, AT 2 i)
FBHET PLGC 1% A & . sEah, T8 3 1 i 5 2 B
ELY5.0 AT LA 3 400 ] PI3K/ AKT 4 0 1755 % 5 4 A 410 il
P AR 1 22 200 R ] A7 22 00 484 o s HC O 2, DA L
IEE RN R E Al N A 2 A A 5 m ek S O
A PI3K/AKT J8 B J5 T A0 TR b4, 18 vl LA ] 15 %6
JEETR Mk SOy, DT/ 28 4 . SOR WFSEIE S, 3% 1 7T LA
WG WENEWENLEE 3 — e/ 25 (1 U B (PI3K/Aky) J8 % K H#E 5T
AACE, TR T E AR R E DR -3
(Caspase —3) I3k, BN .

3 BHEERE

CAG ZIHAL R G H UL , 1 T H A K, 5 S 3 e
HRAE 2, H 25 B RS AR AT R FE .t TR 2hiRdT
FRIAN B SONE B T 245 P 458 1) U, R REIBAS I AT R I 4ROk
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WS 2 P IEAE IR PR TR A A ) R B TR S T HAE CAG B
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