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Abstract

With the increasing use of non steroidal anti-inflammatory drugs, its gastrointestinal side effects
are becoming increasingly prominent, especially gastrointestinal bleeding and perforation. This
paper reviews the research progress in the risk factors, pathogenesis, endoscopic manifestations,
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diagnosis and treatment of traditional Chinese and Western medicine of NSAIDs related gastric
mucosal injury for clinical reference.
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1. 5|15

NSAIDs Fe Il fRH H I EREURPT AR 25, 2 I TR A aaithimdn. KIBYESRR . R
PRGOS S IR YT - R TR T R R 2 —[1]. HZIRNRELH . £iE>
RS BN T 2E RAC TR AN WO PR A DR 2R A B2, KGR AR 500 B Co i L A8 0 (90 A %< H e B o, (i
FRIEE P 25 EAE SR BT R A S5 A T o IX S B2t B R 05 i A0 2 H Ak . Hitt,
AW MSERRR - FIRHLE] ABERIL, T IEEEISIASET X NSAIDs 1% B &M i 1E—425ik, LA
WM RIS .

2. ElREE

NSAIDs 2 &40 1) i G R A =il (>60 2) MBI . BRAEEALIE Bz s, miflE . KR
i NSAIDs Z5#). & FPust2h B R s el 2 Fh & UL 1 NSAIDs 25945 . 4Hiff 4 25 P450 2C9 fiF(CYP
2C9) & NSAIDs 2 (1) QHE, AN 2 3812 3 EUME T 2547 R AN R RB 72 7 (1) B 22 J K 2 — [ 2]
29258 SRR e A BRI, RN R t1/2 KK NSAIDs 2338 & 1 1E H A 28 £1L X
Fi[3]. HBEEFRE IR, NSAIDs AHICH: B 2B i B b 2 36 24 AT 5, NSAIDs AH2¢
B R AR BEZ 2 m,  SOF AT ) AR BT A

1) S R DAL L B IR DR T S5 75 KA FH NSAIDs, SEHZ &2 KT HARER
B

2) WLCUESE, BEEFRIIEK, JUHZE 60 &5, ANEBRBERIPIEYLEERGR, WIFmFIiE &= & B
Dy B TR R B B o a4, { F NSAIDs Ji ] i3t — 20 il 55 3 IR BRI Th B8, B0 HE I R i,
VELVE 1B

3) A NI AL A8 A S 1tk A, LA 40340 J5 R e Akl i 1 i, Iz o D REIGR , 5 T A
NG, R E A s . BRAEEE, DLA B ARG BERE. Hi.

4) ZFENMIEEA LR A S NIRIEE R PEAC, {1 NSAIDs fEAA N &R, SGm=EetE, )i/
BRIEEE, FHRBEMALS] . Pk, b A i i £ B 1 A b 5 42 N 0 B4 = 4]

Ak, EAR NSAIDs 5| THEAT I (helicobacter pylori, Hp)fAH .95 & AR, (B4 512 E A .
Meta 7T 25 8o, R NSAIDs 400 Hp & 4u3 R ARGz XU s ilA NSAIDs BTARBR Hp BT B
e KA RE[5] [6] [7]. ZHEFE N Hp I8 R0 B Bt R B ik B e o s LS 51 ke
RAEAIRIE, E NSAIDs [ B FEHE . FHE 58 U8 Hp AR R s 71 iR 2= 10 & 5, v
F5 Pt NSAIDs (AN K v [8] .
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3. NERM

NSAIDs 47t 2 S0 A T 80 51 A i B s i RO B, 870 J8 38 2 R I AT W2 14 B i 43
fi. BRBBTER S NSAIDs fide. MZ55E. IRZME. SGHZY). B NIRIE K 88 MRz 7%
YIRS . NSAIDs A% 5 R4 15 1) N SR BRI 22 A s R IR FE LA« BEAE L /MRS AT BREL B, T
RIS L5755 . NSAIDs 507 H W M RF . LB 2 WL, eI ], B SEA S R,
BEILEZ R, KNV 02~3.0cm A%, EXK. R[] KR LRSS M4 g
Ko FIIN IR L2 ROPIRBERE L . it v E,  Ji BIRG IR TC B B 78 1K, FTRES NSAIDs |
RIES AR . FHAAKE TG R[10], SEMaEA SN BB A L sl 505 A 2 21 23 AR S AR FTAR
Ky NPT, WL TR & Fl NSAIDs 254 4w LA b, A MABREEAER, Sofki. oL, %
PR RS, BT, TaSALRER MMEEAK[11]. WETRZ 2T K AR, HHE
AR o KRR AL ZUEEAT o0 BRI A FT UL A2 AL ARG AR AT K AT e U AR e R VR AR R [12]

4. RARHUH

NSAIDs ] il #ifi P A AR in v Bom RS ens . AACREL B am T, Mkl md. |
B it S 508 R o

4.1. AMBIMFESEEY

I & B (cyclooxygenase, COX) A& 164 VUM BRAC R I FRIE /G, A PFp k. S5#8 COX-1 fi4
B COX-2. BMHLHZRIEN COX-1, RIFF/=ENIRMERTFIIRE E, (prostaglandin E,, PGE,)FHHi
B HRIA 2 (prostacyclin, PGly), — & HA (et B &R . oG8 B &It . ] S ER 7r b S H I A /R B
0B FR KRR A R i ERFRRBE R ThRESE 2 M AE I IIRE . COX-2 TE IR BIHLHARIE, 18
IR 7. NERERZES FREERIA, 5 JRE AR 40 i 1 5 <505 3 I B 28 AR 2 [13]

NSAIDs i B 7H 441 26 A4 49 1 21 22 i (R 2 — 2 S| COX iis 14, S EE 4 DU M4 2 (arachidonic acid,
AA) S T 41 iR 2 (prostaglandin, PG) 2 IfiL ke 25 Ay(Thromboxane A,, TXA,)ZBH, HIF9ZIEIRPT 1. FN,
TXA, 1P Ak, 52 M/ AREE SR, 2 5 A A0 1 15 0 I H I . NSAIDs 2 HE & B0 4% 32 25 1% COX-1
A, P A B AE FHLE T-X COX-2 [, [RIHAS B PEHIH] COX-2 ) NSAIDs FIik i 4 3
W B s R E [14]. B miE B COX-2 #iifil NSAIDs 54 O il A K N 45, H-BE%E % COX
FEHIRN, ORI Z (IEHE R COX-1 fl COX-2 MAHMRB A E IR KE S, WA ML, H
S5 FH[15].
4.2. BERRIIEILER

A VUGERA PR REHE 1R : — 224 COXARMIA K PG I TXA,, 57— 24 R i A ALEE(Lipoxygenase,
LOX)AR A= i 1 = #5 (Leukotriene, LTs) [16]. 24 COX AR M HMHIT, LOX AR 0%, P41 LTs
S, Hd =% B4 (LTB4). F =) C4 (LTCA)F =45 D4 (LTDA4) R {53k s 40 i kB 58 A A
JERAORE, TR AR A, B B AR M, FIR LTS X A SR i e, 91k B 0 i i
SREUSCAE, I R R R AT LOX ARBHS RS, FRAGHEE TR H0, 250G, BB
BRI PN R AT, 3 R AR [17]
4.3. FESHEAT

NSAIDs % 2551 E, 758 AR pH 260 T 2408 IR, BEEtEm, T E Rt ARR L 5400,
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WA N, W B AR AR, ARG R AR R R T, AT A B B,
FEANMI N AR TR RIS, SEZR AR 7, AR ATP Az, TR, fedtanpuir,
U bR AR B e dE v, IS B R OR AP B R

4.4. HPHILARREAE

Levi ZE[18]WF FUESE, B Htm 2 i b 5z AR NSAIDs $H], 58 A/, 350 & & s 1% .
FEh, 2 REAE R KPS RS (2 2R 20 R R R B, AR K MR S 4R BRI T2 . NSAIDs Tk ik B Jd i 4 il 2
iz -5 R A7 P ) R ok Bl 1 2 1 i 2 T (orniithine decarboxylase, ODC)Je/4H i P 22 iz, M T 47k 4/ 4 i
PR EEERI[19]. IR, NSAIDs Refif 5] 2 fcfii ke,  $0i 20 i 5 g2 A 1 p 48 i A= [20]

4.5. BERGFERE

NSAIDs - RRCKEHT, HT SRR IBRIRESRIEM, 74 CO, HISSRN - BRI - BifE
RIBERSAER]; Tl S A R R i SR A SRR bR, RGN, InESEIEM . BA,
HY AR B R A s FRIRRE R R KT, (EREIE S % HY. Hp B R AR R RV 71228,

4.6. Hfte

NSAIDs AliEE G340 NO & &, {Ruk 50E M o FREHISE[21]8F 7Lk S NSAIDs wi i g it 5
g oy i 51 S B BT . IkAh, /MR PG A BT BEAE /MR Dy B ™ 2 i [22], 5 SR L.
5. AERTT

XA R B AR AN T T, B TR ANEST A AR, (RiE IS 5 Al NSAIDs Tk 5 6 45 1 248 0
AN TR A A ] NSAIDs R FRAE, Dnssat K 1k NSAIDs & AR E# . T4k, AMIA
S B SRR B 22 2 2 S ol ) Y 8 22 Bl A SRk RIS RORkEE I H ). SR, DRI R 254 1)
PEFMLERIRAS, FRREST 2 I R NAKSRAFAE -

COX-2 il FrI%t B M iE F A 4545 58 NSAIDs 2, PRS2 #4177 (proton pump inhibitor, PPI),
A SRAS R o AH COX-2 57 R B I 5 B O i R G R AR XU 45— 22 NSAIDs i1,
TERATPAT[23] 0 HbAh, A HOE AR SRR 29K G . NSAIDs (9K isi% R4 3 Et sl 18 m
WIRERAEYIRI R . KRN IEIR I SE i gh 25 S R Ak o/ B P i 1 FH R0 A 4 B 5
EAE AN IR R A FE WL b Aot P 1 T R oK A8 DT AR A | B NSAIDs A R s i ( 15 i A i 8 5
PE) A FEAT SRR = [24] -

[, RG] AR e B, IRIRELZ &0 ARG FB, HArEZE L PPIL B
PR BRI RO R VR T A E[25].

5.1. N A PPI

PPI BORZRATFIRE ]+ NSAIDs #1568 Rilsats, & H i s RAR R HE K5k, A 2 i 10
WEFCUESE SCRF o KRBT SIEE R —FP AT R SR, I 1§ R il i, BRI 1 VA B K i
P, HEINERUBRIR R s, AR R (HEA RN BE .  RAERM R, IR
e T EHE LR Y], NSAIDs 5 PP SN A0 (XK [1]. AT Ui, PPl AT S8
NETEYIZ AR, X FTRESE PPIINEE NSAIDs FTEU/ 5 1 ) 5 225 (K[ 26] -

[, %4 PP B e A 25 0T R AR KA RN, A3 B AE B BRBRAR « AIRBRIUE |
MEPAROIR ZFFAT B Ge . 4E2E R BL2 RO R . 48 . iR % [27].
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5.2. BFRG&IPF

H BRI 45 e T 24Li% H2 2435155 (Histamine 2 receptor antagonist, HoRA)ZS 254 ) R SRR A K
PPI, [RIIAGE & KA AL I XS R ) 25 [27]. HoRA XBETRS NSAIDs + —feligimm i k4, H
ANRETIFT NSAIDs H 5t 1 & A [28] -

it L RARE A0 3 e R A S RV 0, R IR BT IR R AR B, TR A B, R IRR L
B BRI I[29] 0 BERRES T2 —Fh B AT MR AE AL TE R B ORAP VE HI I HoRA, A BN ERAR 1) “NSAIDs
AR, AR — 2P (I PR SE 0 IE .

5.3. #RBx Hp

EFXF R NSAIDs & /2 B 8AT Hp MRERIGTT A1), BB B i 6 4t — & WL [30]

CEB LIk 4 [ e VI B SRR e A B RS ) [3L14 R B =) VAR B 58 1R 2 0 46 2638 i Hp J
Je B F RAEMANER AR . T H A G ARz G IE I R S B F 9 (2015 4F)) [231A 4, 24 NSAIDs
FBRTZ AR, R Hp FFAREIE S E &S, R HEERER Hp.

6. FERTT
PSRN ER R, BHIFIRTR, 7E NSAIDs 1% B 26 3515 )2 18 5 T A AR e .
6.1. RERH

XS NSAIDs 5% B FEL5 0595 I A9 IR 2L T3 NSAIDs 25 LRI . BEARIRIE A E
NSAIDs 544475, {H:2 NSAIDs L4 =] VTR G5 A& MBI Bz ek R 1 [32] 0 AR U, R
WA LA BE NG HIC SR, (RRARIZE) 08, M Phkss 9€ . Tk A [331IA 9B =] UL AR 3 IR 1k 7€
ity BRI CURELRR, BRI BUAL BRIOINE TRATEAR” o M ISEAZINN[34], NSAIDs
NFERVEURZS, BEIRITZLMP AR, HARONTERG HAREPTIL/ MR R AR TR, SMOBATHCZ T, AT
Mz 3, HRMCAE . ARk NSAIDs BE FiES0i#, WHLZ LVUENA, bS8 ML,
T2 WIERIR R BB AGE. TR, R U %, WA T iR iR es #vtiik. EER
DA S5 [SS 1A A BRBT =] VL AR L A1 i 55 55 AT B IR SR 25 SRS B e i f gk, 2%, O F. &
AR TG ARAERREER 361 N AR SRS PTR 25 SCTE B L LA B R 55 9 A, HR A <
TR, IR A KRR SLZAE. DMEIRE « SR, TSI, ZESUAN, ity &
SREIEYG , IRIERT R EIE T, BEUEE AR, AR Rk SKRINAEE 371N FH 5y NSAIDs HH P
MAES AL, A LR B B AL, HATT LA S Ak, PRI PR 3 2 AR
W, ATANE MO B BRI,

PAEBEZT NSAIDs Mt B 2B AR FGREA 22 8L HERTRZ U8, AREHAAER, Wik
S HES S RRBEDNZREITT, RALLAIR B RS OAS, R, AT TER . RERONRR, s i BE i 5
T, WEEPUNAS EARSE[38]. BRI “DUFMIEASZAR” « “HZ Pz, HARBE” « Wi
B, AmlE” , MEARRZA, AUAERZ I, BRI A Z I, HUASUR RE J1 R BT 2 209 .
NSAIDs #1255 B &4 17 ik e L8 PE 7, ATt R EAE (EFREER) hE “ BMATELR,

6.2. HIERIA
HATXT NSAIDs #Hoet: B lpfifn i = By UM<, 17A0SI, #IERIERNE, FRIEEE IR

DOI: 10.12677/tcm.2022.113057 396 R


https://doi.org/10.12677/tcm.2022.113057

Fig %

PRIEIR GG T8 IR 8L FERRIB SR YT [39] . IR ERAF LR, HA MM A< 76 AL 15 R 5%
I Bk i 24 K g FnE B B B PRI PE I [40] [41] [42] [43]. ¥ AR5 24 R4 I 25 IS 40 21 ) 90 A
T, RERe AR, CRIFRNBEROA SRR, (R RIEAE, NI ORY B R [44]

UG LT A2 R P A BT — IR I B R A 50T (R, TUR IR JIEERG, B, K EAT . il
FLA BRI KHED), 2T ST A REEONRIm R, SHig R F 8 NSAIDs BrE 5 miE A
RS B TR I [44] . BEAEBEFE R R 2 00 L7 RE4 o VR A PR 35 i R80T/ 1 e 4 i A K A
F(vascular endothelial growth factor, VEGF). 14 i 4T 4 41 Jifg A= K X -1 (basic fibroblast growth factor,
bFGF)%5 B R IR KTk, 1958 B RRP 68 71[45]. MR 5B [46] 5 RE B X g4 2 h R KR E 2
M58 T 4 fd B SR 209, AR 159, FAj 159, Joif 109, #5159, F#& 159, K 104,
=109, #% 109, &HH 509)ifiJ7 NSAIDs B, REEREA. FKHEAN[AT]. PHEJIE[4810F TR I, fi#
hEEG GRS AR EE. BAR BB EHE, A A& BE. BERER . HEE) A
5 NSAIDs AHICE 595 K B H R A AL B AR 71 IR 22 17K, (e /R i, e, A T i E
B R B RS oA 45 & 25 1 (CAMP-response element binding protein, CREB)/K-F, [41% B &% 1L B
M Z R T K-8 851 58 F (nuclear factor kappa-light-chain-enhancer of activated B cells, NF-kB) & &, i
G . FRRIEFMA9)FTIESS, BE(R% k. =tk Ak, W&k, BYSWEHRE 2 g)nf
W00 NSAIDs HHICHE B Bt BRI, (RSEREIEE . SA AR, vk TGO el s &
AER, Rt COX-2 Kik, ThE PGE,, i3 NSAIDs fi &z & &4 % [50].

7. 4578

£5 BRIk, NSAIDs A% B R B R, H i SOV RN OIE B Al tt, N ke
JYIRBON, SRt B N B E AR R, ™R 5 R NSAIDs & NAE & 25 SiE, AR NSAIDs, 14
LR BIG B RS 25, WOKRRFTFIEE. PPI. B RBLRY R K R 2571555 . Wl A A TR R T 5%
KA, RAEAFEFERZR, AT MRS FREEN R . ELFPiiG NSAIDs HiE 5 R 5
Wi, U5 2 Kk R AEERE BT -

E&UH

Ko X P AR R 51 2> iR A50(202142002); by TAE AR B 25 51 2R 5(2018LP004); i T
R G “HEZAE” B A LEDH (2020100100052).
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