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Evaluation of NSAIDs-induced gastropathy and therapeutic effect by

confocal laser endomicroscopy
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Abstract: Objective To explore the morphological nature and exact mechanisms of gastric mucosal barrier dysfunction
underlying NSAIDs-related gastric damage by using confocal laser endomicroscopy (CLE), and to investigate how
acute mucosal injuries are influenced by geranylgeranylacetone and rabeprazole. Methods After a 4-grade score system
of acute gastric mucosal injury by CLE was established, and the severity of NSAIDs-induced gastropathy and effect of
medication were evaluated. The expressions of occludin and ZO-1 were detected. Results The CLE score was signifi-
cantly increased and expression of tight junctions was down-regulated after the administration of indomethacin. Gera-
nylgeranylacetone and rabeprazole could intervene in the damage process and protect the integrity of the epithelial barri-
er. Conclusion CLE can be objective, real-time and accurate in assessing the severity of NSAIDs-induced gastropa-
thy. Geranylgeranylacetone and rabeprazole can be used as efficient prophylactic and therapeutic medications in
NSAIDs-related gastropathy for their protective effect in maintaining the integrity of gastric mucosal barrier.
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K1 CLE BRI iF-5r ( x1000)

A:0 % B:1 %%; C:24¢; D:3 %,
Fig.1 Gradings of mucosal injury under CLE( x 1 000)
A: Level 0; B: Level 1; C: Level 2; D: Level 3.
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B2 FhBERMEBHE PG CLE T B R B 523 x 1.000)

A:0%%; Bl g5 C:2 9¢; D23 9 B JESMIMRIEDOERMI (1 pg/g) o, AT LIRSS B K SR A 9 T HCAR 5 7% A0 ML 5 F 2 3
SHRMEEFOCRGN (1 wg/g) IFREWHN PLG , AIHCRIBE & 412 I 15
Fig.2 CLE presentation of gastric mucosa after the application of PI( x 1 000)
A: Level 0; B: Level 1; C. Level 2; D: Level 3; E. The contour of the pits and the intercelullar spaces were clearly visi-
ble after a single injection of fluorescein sodium; F. Shedding cells in clumps with strong observable fluorescence signal fol-

lowing the application of both fluorescein sodium and PI.

B3 FhBR R B 2125 55 ( x400)
A:0 % B:1 %%; C:24¢; D:3 %,
Fig.3 Histopathological gradings of mucosal injury( x400)
A. Level 0; B: Level 1; C; Level 2; D. Level 3.
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2L, T R ILBERS Bt S A PO, H NSAIDs A% B B0 O BB 4L 0 20 WL e
JE NIRRT o NSAIDs MG 1 R AR RN H O IR 2E R i I 9T 977 4L B o DL e iy 4 (P <
BCF AR DL AR AR, P R S K, SR 0,001, 3 1), R T -5 7 DL e O 998 2 ) DG 4
ARBERE B B AR E 1] A9 AR I B, S 3k 392 (P =0.86,% 1),

AT UL L AR B A o B B AR O PR B S 4R R,

Bl 4 Fhilsdiifs SEM 43 ( x 3 000)
A:0%%; B:1 g; C:24%; D:3 4,
Fig.4 SEM gradings of mucosal injury( x3 000)
A: Level 0; B Level 1; C: Level 2; D Level 3.

1 HBIHURIBFTE & AR IR | BBEEA R4, Z0-1 EEHFEERET
{25 CLE ¥4 Y e e - . ,
— e TR SR R AR 6
- G UL SRR ’ oceludinE [ 7E I 4 20 20 P L B 6,4 11 T 240 M
T4 0.00+£0.00 0.13+0.23 0.10+0.02
ALK p, SR NSAIDs B #6445 J5 , Z0-1 5
AR 32.17 £4.17" 2.83+0.31° 2.23+0.29°

occludin FHRIA B Wi AD, B (@ A8 IR BE B k2K, [W]
I AEAES AN (I 5) o dIfess R R, 5IE# 4l
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Fig.5 Expression of ZO-1(up) and occludin(lower) in different prevention groups( x400)
A: Normal group; B: Model group; C: Geranylgeranylacetone prevention group; D: Rabeprazole prevention group.
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(P <0.001) , P25 AT ABOR To N 3

K6 RS EIBTFE %4 ZO-1( b)) 5 occludin( T ) A2k ( x400)
ASAIFATIEAL; BB TIRIAITAL; Co T IURIMAITAL; DIk AASTAL.
Fig.6 Expression of ZO-1(up) and occludin(lower) in different treatment groups( x400)
A; Treatment control group; B: Geranylgeranylacetone treatment group; C. Rabeprazole treatment group; D: Double-drug
treatment group.
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