2018 4£ 10 A o [ 5256 Sh P A 4 October 2018
H2E HSH ACTA LABORATORIUM ANIMALIS SCIENTIA SINICA Vol. 26 No. 5

N )

N5t 9z P 45 W 8 55 R U 28 1) 20 2 g 22 A2 Ak
L3 S AL R 1
FR,KBEDEWG, BRI
(1. bRt B R R EITERS; 2. R, 3. ILBE, bt 100700)

s

(WE] BE XHEREERERR(DSS) Z il KERBHZ LR (UC) 5 A UC KGRI 205 B2 AR AT
PEE IR BRI L . A3k SPF 2% SD MEMER L 20 70 W IE# 4 AL ( A IR 5% DSS) 4510 H MR
B — M 0 R AU B R R 2 S0 2 AR A s BRI B 9 LN UC o IR, 26 R DSS B 5 A UC E A28 hy
RIGFER S R Bess MM ZE R 2L M e 4 BRI M bt 45 s AN IR) Z Ak Sy - DSS RS B A8 46 T [ A T 1/3 B3
EEAH R B BB R BT LLE VAR R DU AR, SR 05 2R b e A M SRR I 78 B 15
TR, ZA A T AT DL it (85 DO MILAL | A AS SR A D A oA TN UC AU 8 0 T 30 b % K | 173 Bass
ATESR BB IR ZE S 5 s R i ) S R DG, 18P 0 P M 2 At i 78 e MR RS BRI A i D i A £ A FERILAE
i IR SO R RS T AN s, AN [ R DSS TS s T AL, SEAE A AR, I AN UC DIIAR
B, MR A BT 245 W7 30 R ML 5 BEIE S A7 LA 2R

[RER]  BUmtEEE R A LUK RS B RMEBTRR B ; 5 FEAL

[FESZES) Q95-33  [X#E#RIREG] A [ XEHE] 10054847(2018) 05-0597-06

Doi : 10. 3969/j. issn. 1005 —4847. 2018. 05. 010

Comparison of histopathological changes in large intestinal mucosa between
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[ Abstract ] Objective  To compare the histopathological changes of large intestinal mucosa between a rat
ulcerative colitis (UC) model induced by dextran sulfate sodium (DSS) and human UC, and examine the pathological
mechanisms. Methods Twenty healthy Sprague Dawley male rats ( specific-pathogen-free grade ) were divided into normal
control and model (free access to 5% DSS solution) groups (n =10 per group). The general condition, appearance of the
large intestine, and histopathological changes of the mucosa in rats were compared with nine cases of human UC admitted in
our hospital. Results The most common lesions involved large intestinal cryptitis, crypt abscesses, crypt atrophy and
structural disorder, and erosion and ulcer formation in the rat and human UC cases. In the majority of rats, early lesions
showed atrophy of ~1/3 of crypts in the inferior lamina propria, which gradually developed to the entire layer. Interstitial
inflammation predominantly involved macrophages, with no plasma cells. The surface epithelia then degenerated, with

necrosis and shedding, and formation of a mucosal ulcer, followed by multiple intravascular thrombosis, individual
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thrombus organization, and occasional glandular dysplasia. By contrast, early stage human UC typically involved acute
inflammation of surface epithelia and the upper 1/3 of crypts, while glandular destruction and atrophy were associated with
crypt abscesses. All of the human cases were accompanied by basic pathological changes involving chronic enteritis and
atypical gland hyperplasia, and occasional thrombosis with/without organization. Conclusions The common pathogenesis
of UC in human ulcerative colitis and DSS-induced rat UC involves injury of large intestinal crypt stem cells. However,

DSS-treated rats showed initial lower 1/3 crypt damage expanding into whole crypt destruction, with secondary

inflammation, while human UC showed the opposite pattern. These differences should be considered when using this model

to study the efficacy and mechanism of drugs for treatment of Ulcerative colitis.
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Note. (A) Early lesions begin with the disappearance of the lower 1/3 of crypts in the lamina propria in the large intestine, with dilatation of the

surrounding crypts. (B) The crypts in the lower 2/3 layer of the large intestine disappear, and the adjacent partial crypts expand. Macrophages are

mainly observed in the cavities of a few crypts. (C) The full layer crypts of the large intestine disappear, with occasional crypt abscesses and villous

surface epithelia. (D) The full-thickness crypts of the large intestine disappear, and the partial surface epithelium become necrotic, with reduced

inflammation. (E) Mucosal erosion and ulceration of the large intestine, with thrombosis in the majority of blood vessels in the lamina propria. (F)

Ulcer of the colorectal mucosa and submucosa, with hemorrhage and thrombosis in numerous vessels in the submucosa. ( HE staining) .

Figure 1 Colorectal mucosal lesions in dextran sulfate sodium (DSS) model group
(HE staining. A, B, C, D, F x200. E x100)
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Note. (A) Early infiltration of neutrophils the surface epithelia and superficial mucosa crypts. (B) The crypt abscess

destroys the crypts and forms crypt ulcers. (C) Acute stage ulcers of the colorectal mucosa. (D) Formation of

microthrombi in the blood vessels of the UC of the large intestine.

Figure 2 Colorectal mucosal lesions in human ulcerative colitis (UC) ( HE staining, x200)
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