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Abstract

adverse reactions, among which NSAIDs-induced small intestinal injuries (NSIs) are manifested in the appearance

Nonsteroidal anti-inflammatory drugs (NSAIDs) are clinically used with common gastrointestinal

of jejunum and ileal mucosa erythema, erosion, ulcer, hemorrhage, intestinal wall perforation and obstruction et
al. . The pathological mechanisms of NSIs are complex, with a lack of effective prevention or treatment methods.
This review summarizes the research progress of the pathological mechanisms of NSIs as well as the prevention
and treatment of NSIs by misoprostol, mucosal protective agents, antibiotics and probiotics, traditional Chinese
medicines and their active ingredients, nutritional supplements and other drugs in the past five years, in order to
provide reference and basis for the research and development of new NSIs drugs.
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WLER 4 B, 402 5 g 18 H3 1l B £8P, 49 BBk 2
7 NSAIDs 572, NSAIDs 5 | 6 1795 £ 35 10 7514 1l
RN 20. 4% , - FEEER ]y 23, 4 A 2 HEPT
A NSAIDs 5| 2 )™ & 8 I kb, FiHfkiE S
1415 FE 40% , i PR A< B34 T NSATDs Y 835 H 3R
IR B HE 2 R 50% ~ T0%, T B g 3 %
iE B HE R 51K 60% ~ 70%5) . [ B & IEAR 3 7
it FH A 185 | g 1T MR R TR ER G R R R L B
NSAIDs 2 B 71 50 A1 iz 175 770 280 1) 8 B, S B800 Be 19
T W T8 A R AR B R A T AR A, T
AETEAN BN 4 A 23438 3t 1 (BT I Al (£
&2 g 25 B ) AR RN 9 & A R IELE T
Fto IAYT NSIs (9 B 2R it 24524 , {H NSAIDs fE1E
FH 369718 P 50 0 w0 i 10045 955 0 1) — 9 T Bl
(BT =] D AR ) | PR I 4= 25 AR WT B8 5 | Ak 8 I IR v ™
FRC I A8 S R AR R T . B TR 1 itk
[ % JF , NSAIDs A fiff FH s e 21, i )P oK
B8 WL G YT F B . AR SCHRIE 5 4F NSIs 199
FEALH K FEB 16 25 W) (I 98 0 R 7 A2k, DL
Sk B 77 6 NSs (9 81187 245 9 4 4L mT RE 1 42 &= Fn
MR

1 NSAIDs S3U/N 7355 B s IR HLE

NSIs S 2 [ R 52 1 25 1, o Bpl i 5 k-
T AL TE 3505 A [8] 4 6 77 L FBT NSAIDs 5 /2 14
E %ﬂﬂ“:i“é%?ﬁﬁﬂ’ﬂﬁ?ﬁﬁﬂﬂ?ﬂffﬂ (proton pump
inhibitors , PPIs) 1 20 Ji#z H, % K FEHE 7 (histamine
H, receptor antagonists, H,RAs) %5 & B2 43 W #1 il 25
Py oxk NSIs BB 0 A R, B 2 m] R 2
B
L1 w9 E A5

T8 i K (prostaglandin, PG) 7514 7 5 77 1 &h
IR XL 2t ) R 2t M 7 A v 2 B A T NSATDs 411
PR AE S B2 PG FEWR S L/ NA T . LARTIA N
R R 5 P 45 -1 (cyclooxygenase-1, COX-
1) 4 A DG, it 28 37 26 4045 18 -2 (eyclooxy-
genase-2, COX-2) il 77 W /] LAREAR/ Nz #4598
ifif , NRE PG 2RI T COX-1, COX-2 MI7E R AE
Hh e 1) B 6 1 5 480 B9 £ L, COX-1 T COX-2 46
Z 5N IR G SR ORI Z TR
B, 00 B4 4 il A5 350 PG RS W] RE IR NSIs 19 32
LR AN R Y PG I 95%~98% B

COX-2 FZ I AN 2 3 O A 7 L {5 NSATDss
AR 5 RS/ N 0 0 2 S T oy Ly
1.2 “=ZF&FBH”

NSAIDs HJ 38 5 5 1 M 4 L 2 i ™ A= SRy 78
R SR p E 4 05, B =d ikt .\,
NSATIDs ¥ fiff i 155 % T80 4 5 e i) BT 3 40 o
R 20 L DA e A AR A R TR AR A IER , kb AT
R o R, LR s S RIS 5 1O
AR DR A S TS A i ] 3 4 1) A A B
JIp B A RN o AN BB R B T i I 2
SR AN G B AR . B s T A0 i
ST Ao R R i T N AR 2R R (A i
([N 7B I A R VIS IS 7 NS R DI
— A5 i T B 2 T T AR ARG 2 O
TE Toll KE 2K -4 (Toll-like receptor-4, TLR-4) , 5]
K JAE IR, TG NOD FE A2 (R (4 3(NOD-
like receptor pyrin domain-containing 3, NLRP3) %
JiE/MA, 75 T B IR SE R - (tumor necrosis factor-
o, TNF-a) | 14 % -1B (interleukin-18, IL-18 ) i% i
JEARIR TR R AN i S5 A BN g R, S B0l E
B
1.3 FFhiazre

HFIA PR NSIs il E B ZAE . A R
LR NSATDs 75 11 i 8 1o 1% ke AT, 9F:
TE PR W 1R ) % W IWE 2 % 7% [ (uridine diphos-
phate glucuronyltransferase, UGT) FJVE T il i f
N REEHE 3 ARV eh B8 S B0 i T T v G 2 R
B~ 20 TR R AT DI, (2 30 NSATDs 7 [11] iy v
A W o TR 2 BN o 26 I B 2 2 8% T
NSAIDs, X F Uy i1 i — 2B 355 1 I i i 45
AN Zead B ARG NSATDs (CAnpaf &) PEAK ) A 23515
B S0 1% i 3 5t 97, A9 ) - 2 A T TR 4
I 8 A 3 RS 5 R A5 NSATDs 15 1 /Mg #4512

FE TR AE I P A1 B T NSTs 14 & Ji& rpr -+ ¢
o WIPARTERRAEFIE G, 5 H R R A
R 25 G I oy W B MBI v ORI B R I b, 2
95% 1 JH I 2 23 75 [0 g v i 8 0 s A I
o RIGATTRAR /N g T ey BEER K figp A AL 1
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2N R RIS R B Nm s . SR, — I
B A BIE 9T & B NSATDs 38 A1 [0 i b 45 4 I3 1R He
) AR A0 B B K () B g 1 R PR 40 £
55U R R AN L PR PR R R O O, 585 S
JIF - R AR 22 BT TR S E A OGS AR TR
PR TE NSIs H ) 52 22 LT
1.4 Fhid p A Bt kR

J 38 4 A 7E NSIs H U 28, 6 T8 R K B 45
T NSAIDs AN 251 I #1405 . NSAIDs 8 i
20 TR S 1 0 T R e TR R JRE BE A A 2 TG BH
AL U9 AR TR AT B RADURT B S5 o % IR B
RO BT i — 25 iR i A 5 i
BRI I, DA % QB B R =B Y 22 Bl i 1 40 TR
T 7R 07 A, IR SR i i i 0.
U T AUA SR (4 melkg, bid, 14 ) T S8R BUA
ST AT A RTABURT T A AR X 3 158 T i PSS R R 1
AEXT = B

e NG TR Er 2 e D L AT T B AR X R, B
i i 3 T A S R A A S R P T S g M o)
1Y = e P AN WA Y 77 G TR N2 VA @ T2
H8 00 g T A0 A RSO A 2 EG B T B IR
b R R SE A /N ERUNSIS . fidf ] NSAIDs
2 BT BB R HE AR TR SR YL ( Clostridium difficile infec-
tion, CDT) A4 JXURS: . Jin & CDT [y 7™ B F2 BE , I3 1 B
JiANEE Z N B IE A BT IR A ] (pro-
ton pump inhibitor, PP1) X JI7 i 51 473 B9 5% il 11 5 /1%
B A . PPLA] /N B 38 2L B AT B A A X
FEREERE I MR ZEAOAT B B A S EREAL, S8
BIER T CAet ) = A Eeos NS I 1).775 1= B LiR iy AR = Y 14
TRE (BT ] DT AT PPT I AT S s /N RS
HOUEE AT B ) ARG 2 B 38 T g 286 2 1 BT e 2 R
(A FERT 3 B, D/ 25 1 86 Y25 1) T 32 RRR TR 400
B, TR /N B 0 3543 5 T [R] B 25 7 BLIk: FF
R GO-1 R 4100 if W8 2 A 11 B e 2 TR A AR G R
P W2 FARAR 40 i B0, s NSIs™Y . S T
FE PPLZ5 3 Jl7p 18 A= 25 2% 8 Jin & NSTs J2& i T PPLAE
FE 1 245 ) AN 3 T R M AR, — 3
W 55 44 PP 8 B 55 4 19 BHL ¥ty 77 B £ o
(revaprazan)ﬁﬁiTttﬁ,ﬁfﬂf’f’l ﬂ:‘”ﬁ-‘ﬁ/{ﬁ*ﬁ%i@
T ] R WA 24 EGFLAT R FE /D BRI g
BB, AT AN B NSAID i S 09/ 05 . SR
T, 3 99— 30 R A 9 ) 3% ] PP 5151 o ] ] D

M (low-dose aspirin, LDA ) B FH Al 3 &7 %8 5 LDA
I FA 4138 0 T LA B8 AE LDA fifi FH 3 i 3 1 e o
T LA AN TR B R A T 7061 i S R A
FEAY 20 AN [7] B85 e | S8 nae A4 T e 7 98 T
fdt NSIs /N B 18 v UAT T S 325 19 0, T 7 D1z g
DA SR DT B ) db 3 > X BRI 45 SR 4R
ARARYT EIHAGIE 7 1 18 R 4 W R 2 25 AT R
i o 75 S M A AR SR IR N EE NSs

2 NSAIDs SEU/NFHRG B E

2.1 K kuT 5 BE4 7 NSAIDs 80 7 33 44 69 4 R

A 51 ik 2 E1 (prostaglandin E1, PGE1) fii 4= %)
KR TN B 1A Bl H T 57 NSATIDs AH ¢
Ttz 1 259 , AT S AR 8 Bt M+ 48 W s
1y &R fln — 30 I PR 4 S /s K R T 51
W A OB YT NSAIDs 51 /NG 597 , 5t 9% &
N 549%) | SR NTIX U 57 5 55 1) NSATDs fifi 1 #5
LA /)N i B P S i, LA 8 WA 5 o A 0 7
TEIT HA] R 755 NSAIDs . [R14F 5 — T A58 3iE
KRFTHIEEXS LDA {75 A W2 A kN 5t 47
A N I /N i AR, K 2R 81 4
L Rk 20 1 15 9 7 A A 2R 4 ) R 28. 6% Fi
9. 5%, X 25 1 WURAT H LDA (4 [RI Bf 697 /N
P I R 52 -

SRR RGN BEAEIR YT R SR BT R 2595 & 1)
Jo 3 10 7 T A B (HOR R T AT 2 5 i
VFZ B IS BN, W AR B
TS | XN K N7 AT B FR ) I AR A
2.2 FBIEARI A2 NSAIDs B0 7 4345 69 b5 76 VE )

B AR (mucoprotective , MP) 254 0] L)L B
FE /> NSAIDs 512 /N B R A2 . FilZh 25 MP
2k /0 mT 2 R BE R R, O HR YT e kAR EE
I 17 224 114 HE R 2 % Ik (OR = 0. 38,95% CI =
0.16 ~ 0.93) , MP /Y7 5 R B BT 24 50 4 /1 &5 2 4H
F:(OR =5.39,95% CI=2.79 ~ 10. 42)",

Fity 5 R R A — Al ok 344 0 8 VR PG A
BORAR 8 B FE R 1 259

Fis BV YR 4 (300 mg/kg, 7 d) A 355 5% PPL S 30 HY
N BRI AU VAT ARl /L, 184 T 5 e T AU 1 LU
VAT /N AR W R e s W 56 2 5 S /N I
155 B PPLXSF 453 (R N 27 i 45 T i LR 4
(300 mg/kg, 5 d) A] 3 &F F 4 TLR-4/NF-kB {5 = i
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BEAM ] IL-1B . (14 % -6 (interleukin-6, IL-6) | 4
#-8(interleukin-8,TL-8) Fll TNF-a [l 463K , B3 AUA
IYERE F19 Z0-1 Fll Claudin-1 YUK/ A 502 il K
SR R READL5>  i PR UG SR WY, {8 ] NSAIDs
i 30 H A28 KR AE 5T R (rheumatoid arthritis,
RA) A8 4 56735 & (osteoarthritis, OA ) B H L4 T
Bt CLIRAFIAST 12 J8 S5 L /N BR = RNt 973 1) & A 56
i F PPLIRYTA™

HoAth MP 251 © BEIE B HAT IR YT NSAIDs Al
LDA 5IEM/NMa# T RE . 2250 K i 56 2
3 it ) P A 25T 7 T v DE R | Ak ) i 1
P00 AT B A A (100 mg/kg, 14 d) AT
835 R WU S TR 5 1O R BN i 407, HEAE
HLHI W] BE -5 90 6 8 1 B0 A2 44 1 (protease acti-
vated receptor 1,PAR1 ) FIER 1 il 18 i A7 A 2(prote-
ase activated receptor 2, PAR2) iy A5 H &2, i
WI0 5% 2 IR -RASFEEAXT T LDA fii H 2 A 5 1y
/N RGBSR 5 o B TR T
2.3 FuAEFAe Rk A E NSAIDs BT 8064 s B4

WF ¢ 3 W NSAIDs 7] 5| 2 iz 18 rp 45 2= [ B 1
PRI I DA T 2 — 25 I B AR R AT
BB e R Ny AN R e <IN VN 7 BIER - €A RO Y )
e 3 NSIs. F48E B (50 mg/kg, bid, 14 d) 7] i %
P ] TLR4/MyD88/NF-xB {5 53 # LA Sz K4
IR £ 1 7K fi# ¥ 1 (cysteinyl aspartate specific pro-
teinase-1, caspase-1) [ {if £k , BG4 i 4201k )
(MPO) N & (MDA) Fl IL-1B F7KF- DA K % %
e U R 8, B AR T A T AN DR T8 1Y AR
JEIE I LA TR B9 AR 2 B2 LA E A4 AE
IR, 835 038 U 25 IR 155 Y K B 1 46
Pt PR 6 35 W R A P AT A I LR Y
iz (75 mg, bid, 14 d) 5 5 L HM: (20 mg, qd, 14 d)
WA 2 255 i i T8 R IR A . AR L PR R
TE—SE 5T TP IF AR IR A R, X 5| 36 2155/
ZERL RN i = A S L Y]
AE DA M 3 AR AR T AR T B BUE TR
HU A= R NSAIDs 22 8] (14 25 9 A0 BAE o i 51 i
AL o BB PG AR AT R ok U M G R T
DEAR A QIS P, 52 e B ) DEAR 07 4%, I 5 | ke B
B I IEA RO

i AR A AT T Il R E . AL
CR147 AT FAR/IN B 38 3 375 7 A S TNF-o FTIL-8

IRV, st /N BRI 38 U2 W R AT, 90 o 9 0 2 g
() 2 JRE T o I R B8 FH 6 0L, T 7 Bif195 1T LA
B4 i AT BT ] DEAK (300 mg, 6 w) 515E /N B
FEEAB1 473 IRUBSE 58 o UG B G9-1 1+ i FLAF P ] LA
I 3] BT ) DG A 5 B 5 i R G 5| A ) e 286 2 1 T
TS A B A R S i ORI A e A
WY KU FFEE (2.5 x 10° CFU, bid, 14 d) il
2542 JCFL R (100 mg/kg, bid, 14 d) B FH AT LAIE
1L 75 TLR-2/-4/NF-kB 321K 52 MPO Al 214 [
IR S 7 38 R AE , B SRS TR 5 5 1/ g i
B, A T EEFLFF B ATCC 393 f4 1l 24 2K Ji ki
A DA3d 3 Nef2 {5538 B0 3 B GOR R B AR 2 fiaok
E= R N7 1) 7 T e R X e e
DA T P LT B0 R ) T 1 LA A7) ] 47 o] 4R A 1 98
FAAE PR R 3K, 15 nak [ 240 M 5 i, A1 4 08 7 1k
T 4 M 433 14 % -10 (interleukin-10, TL-10) , 3 55
a8 bRz B BRI RE  AERE 0 oA P4 el
NSAIDs 5| #2 ¥ i iE R AE . #XFLFFIE OLL2716
AR R BT S VE AR 1 R |
BRI R AR 2 (FSSG ) Al i fiE IR P43
T3 (GSRS) A3, Bl /N JBE e i o 2
2.4 PR EIEER LS ST NSAIDs B hHids 69
3|

FH RO S RRAE A JRIOT BHSE BT
FRIG A K 2 v 245 52 07 AT A A50R YT NSAIDs
JIT 850/ P 5 45 5, e AT NSAIDs BT 35075 £k 1 15t
Iz JHALIE W s 2 LA R 3 R AR

H A 7 2 5 3% i 7% 7% (orengedokuto, OGT)
MBI B BRI AL, BT IZ TR
I7 15 Wt FLR A e . /NI OGT 1Y
FEIE PRy, AT DA E R A 28 O bR R N g
2R AR AR R Y R Rk B E B4 R 5
Xof NSIs ELAT S AR i A VE R

HEEH O, A i E S B AR
U EE ORI R I9% 55 Z2 Fh 25 B, L M Rl
53R A E A S R R R 3R A T
NLRP3 RAE/IMEBLE , 7= A ) 12 ML RAER™ .
L 25 S5 i B % (7. 5,75 mg/kg) Al 5 NLRP3 %
JiE /N £b B2 5] e 56 97 175 5 1Y caspase-1 FTIL-1B
B PR A 388 0 LA K DA T i 3 NSTs

W 2GR ICA &7 6 4% R B AR B Tk, 2588
R RV EA PR PR PO DL e I8y
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SZMVER . WS 4T AR I (75,300 mg/kg,
6 d) AT LAREAR P9 S5 1 107 384 5 9 /0N B/ 286 I 46
JiE S R, T 1 25 B JE 15 25 1 78 (glucose-regulated
protein 78, GRP78) . C/EBP [A]J§ 75 1 (C/EBP homol-
ogous protein, CHOP) \ TLR-4 1 TNF-« #9523k , il
DIRAN AN 7R iR e F IR G € DA & AN L
G 0/ BN RSB AR =l (25
50, 100 mg/kg, 7 d) A LA 55 P9 ¥ P4 SOD/GPX1/
CATHU Ak RSV fiE . ERK/Nef2/HO-1 AR I
TR 5 %, 7 R b 002 AR S| PR 6 = 15
TR BN BB A0 . A A 96 1] NSIs 2
A4 I PR35 3R BT, A =18 (0. 375 g, tid , 8 w) AT &
AR 1 3 Y TNF- IL-1B . IL-6 . T4k Z -y (interferon-
v, IFN-y) & 5 F1 MPO {if 7K 7, T 5 1L-4 . 1L-10
ZEH 2 (mucoprotein 2, Muc2) . =0 H F
(trefoil factor 3, TFF3) % & , 1ib 2 MG NEJR B K AN
JETSIEAR

I LA 24 22 v g 4 BOH) 22 53R (25.50,100
mg/kg, 10 d) BA R AFHPTR MPUAAROCR , B
XUFIF TR AN 51 B R B M 38 2k L o 3 e 25
ok AR AR A I A L D FT AR S
AMPK/TFEB {5 53 #% fi #F 2 b ik 1 Wi s A A
IO S 14 i 5 bt s AN Z R AR5 AT O

REZRPICE TN T ZER (PR AT L)
T A 2R 2R RS 2 RS Y,
Horh RZ ZWEAE Sy 1 PR BUR RE DU
55 7 T A B 25 BRE . ARSIl i R 2
22 R AN AR S I i 40 Y LA A 30D B R I
A I 3 R I R S A T I/ N B T R BT R
PERIP,

oAt o 25 5 Ml BAT R 37 18 i 1 | Bl
NSIs FVE o R AR 288 B I T L8115 7 1 e s i i
PE DRI REWUZ W T8 e R G W AR
PR B0 3l T W PR 2 AR R R A S
S0 3 WA ARG 288 6 B A I B B T RS R AT
TE A B 25 A1) AT REFRAR A MRAHSCE A S
(autophagy-related protein 5, Atg5) &5 G HE M 1
$% 8% 3-11 (microtubule-associated protein light chain
3-11, LC3-1D) Al 3% % i 4% 2 11 Z0-1. claudin-1 Al
occludin (KK, 384 PI3K/Ak {5 536 2 1k
FI W DR i 3 5 IR 1) 56 B L A0 NSIsPY L i B
#(35.50.100 mg/kg, 10 d) 7] BE 3 1 410 i 3 G2 0%

AL TS PR S 1 2 A, el T
JER T HUBUGA ST IR IG5 1S 1) O Bl W i s ol
B0 AL TR (30 mg/kg, 14 d) AT LA E R S5 K
FB R A 1 LR IBPASS KM A R B, B
B AIK MDA ZKSF-, 184 T 42 A6 4 846 B (superoxide
dismutase, SOD) .13 % AL & iff (catalase , CAT) .MPO
FNAAE AN R 77K P, 32 151 Bel-2/Bax 1 LG A5, 0 7)
PRAE I I/ B b B AR T ek g S o
P/
2.5 AN A BE NSAIDs BT 549 N i 445

BeAh, B IR T IR BRI T T —
FWFEAZFARKE T, NS 545 - IhE
1A A K B -« (transforming growth factor-a,
TGF-a) AR HE GG &A1 AT A A 7
(platelet-derived growth factor, PDGF) , LA & $T B K
TR TR S . AR ODA T A W FL AN T TS R RS
1 (1 mg/mlL) AT 1 35 5K LN Bz -1 (RIET)
2 IEL 3 BRI RS T M, AT a L 3 2 IR 5 AR 9)
L TG B S 2B B (20 mg/kg, 7 d) AT g 35 i 35 15|
FEEGEM/NEVNA B

A TR R A 1 512 36 2 3 W AN T ) 7 25 B i
(processed Aloe vera gel, PAG) 1] I 1 Jif i X %% 7%
A H M FRIA , o g 3 e 32 1005 30 i 1
Y 30 A RGNS . PAG H R R SR T g it
B-Catenin ARG , B4 iz 8 + 240 i 69 K0, i
Wnt/B-Catenin i F2 42 HF f7 18 1 4 i/ S 09 b B2 4
MEFFA . FiZh 25 PAG 5 & ] 3 i ERK AR #ii&
2 LR/ AR P B MUC2 3R , (4P i
FWUZ 980 A0 T 5 (5L AT 235 NSATDs FIF 80/ B
WNwts
2.6 HALZh A3t NSAIDs B i 3544 09 TR B A% R

WAL S (H S E NSRG40 7, B
110K S 7 20 A 117230 1 I = =i 0
Wh, AERE AR RO ME T . HLS AR ZS
55 280 A 25 4 T A HLS- 25 3% 28 11T 4 ) (ATB-
346) T LAFR 43 BRAR IE I 114 20 i 75 44 | T B NSAIDs
5 1 0 3 1A 25 O O A ATy R BRI NSs,
AT i I R e, o L B 259
WA S E i et W 4T HS-BR%
SFATLEY) (14 mg/kg, 7 d) 5% 5 (10 mg/kg,7 d)
AL B 343 L K COX-1,C0X-2 MR A7
[ ¥ -1a (hypoxia inducible factor-1a, HIF-1a) | IL-
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1RA [ IL-1B Fl TNF-a i 35 2 PR AR

5-28 3 KW R (5-ASA) AT g /b 15| W 5 =% 175 &
AR B b B A A PR T, R AR A1 I Y ROS /K,
9 SOD2 35 14 LA B2 Z0-1 Fll occludin B 235 , {2 F
TSRS A TR A I AR A

A PR IR S 52 56 359 3¢ BH A0 8 - 5 4 T BEL e
33t 2 R B A S R T S A LR A
B2 B % T 0 B R AL DL K Rho 36 4k, 1 1E Z0-1,
Occludin A1 Claudin-1 B9 % 3k , J§ [ 1 5 B £ 57 %8
A g 3 AN e AR H8 B N B B 5, T A
IL-1B . IL-6 . — & AL A A T (iNOS) Fl TNF-o Y K

I, TSI S 5 S (9 R U T4
3 BHEERE

DL FGE B I R I FH NSATDs 1l 5[ /)M
BRI 5tz I A RH A /N A, e B
$5 PG AFEIR I 55 5 BB 180 s NSATDs 11 =y 3 1 FH B2k
BARTIRE RS, SR B iE bR B, 4~ [CII PR R A
B2 51 K A AE G N 5 I 18 R B fif B 1 J
2 7% T NSAIDs, JIUE NSAIDs (1) Ja) 34 H I
BEREOC IR AE . B Bk iR YT NSTs B 5% 245 P it ARk
55 Kl PRATAT 5T A5 TR 1R .

K1 ZWBHRAAE S RIETR 25 R 8/ N I3 (NSTs B ik PRICER: B2 i R AT 52

251255 I PRt 6 Il RATAIFSE

TSI R AT A=) K&K RFI 2] /

RO T LIRS MR A 4 ) T L PRAR 2728 e e i i 2

bR A FEEm

| ST RUEE AT B Bif 1957 TREFLAT I ATCC3931 U FF 1 G9-1 M TR FLAT 12" 5 ROBUBEAT B2 s T W FLAT 11
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