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Abstract Chronic atrophic gastritisCCAG) is a common disease of digestive system, which has the character-
istics of long course, frequent recurrence. difficult to cure and easy to become cancerous. At present, its patho-
genesis is not clear, Western medicine believes that it is related to Helicobacter pylori (Hp) infection, immunity,
bile and duodenal reflux, genetics and other factors. The treatment is mainly to kill Hp. promote gastrointestinal
motility, and inhibit gastric acid, which has a certain effect on improving symptoms, but it is difficult to reverse
pathology and prevent the transformation of inflammation to cancer. TCM treatment is based on syndrome differ-
entiation and has shown great advantages in the treatment of CAG through TCM, acupuncture and other treatment
methods. Through the review of relevant experimental research literature on the treatment of CAG by traditional
Chinese medicine, it is found that traditional Chinese medicine has excellent efficacy in alleviating CAG inflamma-
tion, repairing damaged gastric mucosa, and blocking the transformation of gastric mucositis to cancer. This is
mainly related to the effective improvement of inflammatory microenvironment, regulation of programmed death,
anti-oxidative stress, repair of gastric mucosal damage, improvement of gastric mucosal metabolism and regula-
tion of gastrointestinal hormone release by traditional Chinese medicine, acupuncture and moxibustion, etc. This
paper summarizes from the above six aspects, in order to provide reference for the research on the progress of rel-
evant mechanisms of TCM treatment of CAG.
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RAEME TS NER IR, W% iR e
VRS NF-«B L p50 #1 p65 4y — R A7
TET MRS — A 25 & & 5E N, A5 5 il 3 15
S S R R R U 4 76 fE NF-«B {5 5 3l %
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KA 2 22 A0 98 & B AR 21 R R = HL T 4l
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5 GAS. A K #l & (somatostatin, SS) #1 § 3 &
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57 3]

R AF BRI IR M A B R 00 S g L B 5T B

* 631 -

WA 2, 55 1 S e BE 3R E 45 FLAb Ry (3R 97 F B
A5 B ML B 58 A0 X B /D, BB B o6 TR R IR T
TS CAG SAE W P55 8 17 40 i 08 1~ DA S i 4
W R B A T AR E AT IR AL H T
CAG i HALHI & 4%, G IR T I 2 Fh Z4F, ik A7
R 2B 40 ARV L . VRAN T f# P ERIRYT CAG
PO R B AE R BT Sk FRAT T4 448 B v 2% HL R S 1
WIS R ARG CAG B E W W HEER
B, RIS S R T N 4 T R R X IR IT
CAG MLl By L5 i 57, it — 2D 32 48 Th R IR 97 CAG

{5 e BT AT 4
BT A (4 7 W 7 Al 3 e
% %30k

(1] &4iG, B50, RN, 3. 12 it B 4 b BRIk
5 LA 5 % WAL BT 5 R J LT ], v [ v 79 B 45 0
447 ,2020,28(3) : 234-237.

[2] VAR KRB, SR 4 B S 50 0% B BOFE S5 1R 08
Hh R 1O A S BE R[], T 2 2, 2023, 54(2) - 110-114.

(3] BFIR WA, DAL, 55, B T -ZoR0 7R AH 567 R
W NLRP3 S AE /M 518 MG B R R P
[ 52 90 ) 4 44k, 2023,29(17) : 267-273.

(4] ZEFH . EXREE SR EEHELHX Hp A
18 k2 40 1k 1 42/ R Ak 7 CXCLY9 . CXCL10 K& %
P T A2 L) ], B2 [ B 25,2021 ,32(10) 1 2316-
2320,

(5] BP0 B4 K, &7 SCU . 55, &1 5 38 J X 48 1 25 4 1k
H R R B A AL -2 58 0 AH OC DY 1 1Y 52 0 22 S5
FEl1]. A BE 2 2k, 2022, 37(4) 1 2246-2250.

L6] Z=W, TH. &, %, 2T E Y W 4R I 18 95
HIRT IR g S R EHILR LT bt E 2y
K2F R ,2019,42(8) :673-679.

(7] UWEAM, 50, BBy, 45, 36T NF-«B 5 5 B iR 1 28
3 9 7 % O LM M 2 A 1 R R LRI LT .
Il 92y ¥ A A k5 2023, 29(2) :88-97.

[8] BAM, K, EFBA 55, HT TLRA 4AF 8 M T
Fr 8 FIE RO 18 1 2 46 1k R B AR T BL I L) .
i 242 2% 3, 2023, 58(12) :1102-1109.

[9] EEXRMe. 40 ¥ KB EHMEE R RKREA
IR ARG 1/ 5o/ T 9IE T 3 [R5k ea
052w [, o B R 25 3 2 2% 3K, 2020, 36 (22)
3764-3768.

[10] Liu S, Shu L, Yang J, et al. Rhein Exhibits Anti-In-
flammatory Effects in Chronic Atrophic Gastritis via
Nrf2 and MAPK Signaling[ J]. Turk J Gastroenterol,
2023,34(5):525-532.

[11] Griffioen AW, Nowak-Sliwinska P. Programmed cell
death lives[ J]. Apoptosis,2022,27(9-10) :619-621.

[12] Bedoui S, Herold M]J,Strasser A. Emerging connectiv-
ity of programmed cell death pathways and its physio-
logical implications[ J]. Nat Rev Mol Cell Biol, 2020,
21(11) :678-695.

[13] DArcy MS. Cell death:a review of the major forms of

[14]

[15]

[16]

[17]

[18]

[19]

[20]

[21]

[22]

[23]

[24]

[26]

[27]

[28]

apoptosis,necrosis and autophagy[]]. Cell Biol Int,
2019,43(6) :582-592.
P A . AR L BB AR MR A g T U7 SN B R R
B BT T S R (T, m R R R R
CHBRBLERR) ,2022,42(10) 1 1476-1481.
WA, o 0, BB, A, 25l X R R 2
P ST A K TKKR, Bel-2 KBy ma L], hE
ST 7 2 44 L 2021,27(6) :55-61.
b, IR T AR, S N R S M E g R K
B JAK 2-STAT 3 15 5 % 5 1 % A1 5C R 73R 15 1Y 3%
wa )], 4T HIBF5E . 2018,43(11) :682-686.
BRI, Ei b, 5. TR S H TG0 R
it E 48 R RLUE 4L PISK {5538 B A G IR 7 Kk (1
ML o 2 £ B Ak . 2020,27(3) :33-38.
Klionsky DJ,Petroni G, Amaravadi RK,et al. Autoph-
agy in major human diseases[ ]J]. EMBO J, 2021, 40
(19) :e108863.
KRIEIZ e X RRVE, 55 227 67 I 28 % 18 1 28 4
AR R B B R A B B K P Y s [ ] By
i BE 2 R4 4R ,2020,43(6) :53-58.
JBGAR ARAZ 3R A0, S B X ER M E R K
BULKL AHC A Mg ARk ng L] ], e B2 24
Z2H],2022,40(7) : 74-78.
Ketelut-Carneiro N, Fitzgerald KA. Apoptosis. Pyrop-
tosis,and Necroptosis-Oh My! The Many Ways a Cell
Can Die[J]. ] Mol Biol.2022,434(4) : 167378.
JAREMG 7 4 R S, % H X CAG KB NLRP3/
Caspase-1/1L-18 {55 M 4 j £ - A= A 52 [T . i &
= = [ 245,2022,33(12) : 2885-2888.
Kajarabille N, Latunde-Dada GO. Programmed Cell-
Death by Ferroptosis: Antioxidants as Mitigators[]J].
Int J Mol Sci»2019,20(19):4968.
Fu D,Wang C,Yu L,et al. Induction of ferroptosis by
ATEF3 elevation alleviates cisplatin resistance in gas-
tric cancer by restraining Nrf2/Keapl/xCT signaling
[J]. Cell Mol Biol Lett,2021,26(1) :26.
Chu YM,Wang TX,Jia XF.et al. Fuzheng Nizeng De-
coction regulated ferroptosis and endoplasmic reticu-
lum stress in the treatment of gastric precancerous le-
sions: A mechanistic study based on metabolomics
coupled with transcriptomics [J]. Front Pharmacol,
2022,13:1066244.
Jomova K,Raptova R, Alomar SY,et al. Reactive oxy-
gen species, toxicity. oxidative stress, and antioxida-
nts: chronic diseases and aging [J]. Arch Toxicol,
2023,97(10) :2499-2574.
Cheung EC,Vousden KH. The role of ROS in tumour
development and progression[ ] ]. Nat Rev Cancer,
2022,22(5) :280-297.
XUPRE RO L BRNI, . 35T NOX/ROS 15 538 #
T f AL 75 IR TR T A B R AL
(1. A B 25 2% 5, 2021, 36 (5) : 2936-2940.
(T4 % 638 T



+ 638 - w2 A T A A %32 %
(447 e, SRBIBH. B & KW 5k 42 F 3L A8 % 36 07 18 28(11):1184-1186.
FEHEMEERLRI]. PEMS.2021,34(11) .72-74. [52] MMM, S ok m%. % AXEHAREHEE TR
[45] KRBz CEEEB.OCHMK B A RIGITEH B8 RN AL KT EEF &, 2020,40(8) :868-872.
975 TE A 4 TR 10 7 S50 B et R B IR A L AR T TR R Y B2 [53] oM T 2, 4l b, B A0, 46 O T 04 42 48 2 R IR o
(1], hESRHE2,2019,22(82) . 177-179. AT 36T B A R Bk RS L R AT
(46 B&IFHT, 8 SCH . 38 35 BF 45, e AH 2% 08 48 A < Ak % ,2020,40(12) :1374-1378
WITHEERMMHELT]. A2 E B E 2, 2020,31(6) (541 F¢ate, AL, ok &8 B, 25, B0 A0 8 7 BE & IR P4 36
1494-1495. S7 AR BEL IR X 3 T B A R TR B I R IT AT ).
[47] &, Nl TRz 45, @i 5 40 8697 rhE 5286 7 7 2 2 7, 2023, 29(24) 1 146-154.
R AR A AR [T, B A4 AR, 2019, 60(24) ¢ [55] kel 2 2240 . de W . 2 B R AM 37 hn ek 6 4 B 56 i
2143-2145. M6 8 SRR 4 A B B R R IR R [T,
(48] 3AEMW . &, 24 E, % ML T E I ia)T M 25,2021,43(11) :3019-3023
BB IR R RT3 S R R Y Meta [56] WRE AW . FHRR.AEFEMNZ M FEHTEFD
SHrLT]. P EE 4R ,2023,64(12) :1225-1234. Mg AL R IT VA R S B RO IR R W R [T ].
(497 M FRN . K55 2 BT FEGEE & Mg R 224 1) ,2022,40(3) : 216-219.
B IR B BE HL U 22 8 30 0 BRI R A g L) . T E [57] e, akdbfe, D5, & PHESARITMEHE
AR BE 45 A T AL 7. 2023,31(12) :955-960. BERTRAEELT]. o E o g5 A 24, 2022,
(5070 FAS PIAG. L8 A5 38 [ 7 36 97 JF B R FHIE R BE 22 v 42(9),:1124-1131.
B9 G PR YT RO g [T ], v [ o G 5 45 45 T Ak 2 [58] E#, ER =, 5, 5. o E 2516 R I %ok i g
#.,2023,31(7) :545-551. Pr—EHEE BB b E S8y R e,
[51] Xu LY. Yu BY,Cen LS. New treatment for gastroe- 2023,29(12):199-208.
sophageal reflux disease; Traditional medicine, Xi- OlA5 B #.2023-11-17)
aochaihu decoction[ J]. World ] Gastroenterol, 2022,
(k#5631 7
[29] P, OB Es , BEk O, 5. WP S B T 7 4 1% 1 2 4 [J]. P B 25541 . 2021,27(10) : 32-36.
PEERKRE FBEMCHFRFWEm]] P E [37] BEfEME. B0 A %, 3T IR s S H0E 45 i 18
BE 2545 B 4= 5, 2020,27(11) . 52-57. PEZERHEE R EY L] B E 2%k,
[30] ™4¢. 3T Keapl/Nrf2/ARE BI#R 17 K W% % HP 4 2019,54(14):1148-1153.
KMk B R B R HGE /N AR m D], K1 (387 s, b4 it . B A, 45, 2545 N 7 %18 1 25 4
W R B 2 K5, 2023, P B 5 AR I R SIF A5 AU K B G I 41 2L 2k 1k
[31] k. E96. %05, 45, 3T Keapl/Nrf2/ARE {5 5@ RsZm L) ], SRl 2 4 R B 2 B Ak, 2021, 23
BRI B 0 7 18 M 2 g P T A8 KBRS ) (8):2672-2680.
VEFAMLEILT]. RS2 77 7 22 24 &, 2021,27(20) : 31- (397 Fusa b, XM, 4. 3k F Q4 28 B AR B3 &
37. X CAG KRR =B FB /X AUt g2 m[J ], it
[32] A, XIETE ., LA, 5. 545 %8 688 476 7 (X Ik P EEZ,2021,32(4) :1001-1004.
AN g S KR R X AR [40] XUEE . 430 . S, 5. E T A A F AR BF o8 R 2
LUTHI R K B, RIS IR E Fo, MUSZWLT]. &1 007 58 . =HUE A E R KRS ALY R
2014,39(6) :482-486. L1, &FHIAF5Y,2019,44(2) :113-119
(337 BA¥E, DCWIRY, THEAT, 25, A B IR 12 E g vk B & (417 #RUb, ERAN, B A8, 5. 18 2B 4t B RO W E A
KRN E E W RMATTIRE E, 94 EML ] ER 5BBHMERRNLROIRLI] hEhESRE,
FEEZY,2019,32(7) :24-28. 2007,22(7) :448-450.
[34] FEbf, DAKTEAE 5. LT HEFES H F-1a MIMLE N (427 x5, 22 25, Tt a, 56, Mk v 2 2 L %W EG-
S R TR O L e A R A FR/MAPK {55 3 % f 8 4 25 4 1 B 9 K R R4
JEE VA I AL (D], & IS . 2020,45(5) : 384-388. TERWEsE ()] H M 2y ,2022,42(7) :812-816
[35] EW. 95, EAM. 2. A725 \ kg 512 vk 2 4k g [43] ZEmRE 155, L B0, %5, R 312 HEFE g vk B R
RKBEFBAR Y E A QLRI [T]. b R 3 PR K B I R R s ma [, YLV b B 2 K2 4
Rl 2R 2475, 2021,27(4) :570-572. 2019,31(6):79-83
(367 2506, FAH , mAR. B i X 18 1 25 4 1l R BIARL K O A5 B #7.:2023-11-26)

LB B A 4R F B ADAM17 .EGFR % 14 1 52 1



