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Consistency between histopathological results of routine endoscopy and biopsy in observing gastric mucosa of

patients with non-malignant gastroduodenal diseases

YANG Hai-yun, GE Zhi-zheng® , CHEN Sheng-liang, CHEN Su-ying ( Department of Internal Medicine, Renji Hospital,
Shanghai Jiaotong University, Shanghai 200001, China)
[ABSTRACT] Objective: To analyze the consistency between the histopathological results of routine endoscopy and biopsy in
observing the gastric mucosa of patients with non-malignant gastroduodenal diseases, and to evaluate the necessity of biopsy fol-
lowing gastric endoscopy. Methods: From Jan. 2005 to Dec. 2005, 320 patients who received upper gastrointestinal endoscopy
and biopsy because of upper abdominal symptoms were included in this study. The patients were selected consecutively accord-
ing to their disorders diagnosed by macroscopic endoscopy and were divided into 64 groups. The 5 patients in each group had re-
flux esophagitis, non-atrophic gastritis. atrophic gastritis, gastric ulcer and duodenal ulcer, respectively. Patients in the same
group were matched with each other in gender, age and their history of diseases. The results of endoscopy, including the exuda-
tion, congestion, erosion, roughness, bile reflux, etc. , were read by 2 experienced endoscopists. The biopsy was performed by
an experienced pathologist and pathological variables included active inflammation, chronic inflammation, atrophy, intestinal
metaplasia and atypical hyperplasia. The status of Helicobacter pylori (H. pylori) infection was evaluated by rapid urea test,
silver staining and histological methods; the result was deemed positive when the results of either 2 tests were positive. Results:
Erosion. exudation. roughness, and H. pylori infection were related with active inflammation; erosion and H. pylori infection
were related with chronic inflammation; roughness of mucosa was related with atrophy; roughness and H. pylori infection were
related with intestinal metaplasia; and obsolete hemorrhage, H. pylori infection, roughness mucosa, and bile reflux were relat-
ed with atypical hyperplasia. Macroscopic diagnosis rate of atrophic gastritis was 71. 9% (46/64) with a false positive rate of
28.2% (18/64) and a false negative rate of 34. 38% (22/64). Conclusion: Macroscopic diagnosis is indicative to pathological
changes of gastric mucosa, but the predictive value is relatively poor, making biopsy and pathological examination necessary in
the diagnosis of gastric mucosa disorders during routine endoscopic examination.
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Tab 1 Coefficients between endoscopic descriptions and pathologic descriptions

(n=3,x%s,pp/ng » ml~1)

Endoscopic Pathologic descriptions

descriptions Active inflammation  Chronic inflammation Atrophy Intestinal metaplasia Dysplasia
Effusion 0.151 962~ 0.047 356 —0.054 98 —0.012 85 —0.012 9
Hyperaemia 0.12 0. 06 0. 01 0 0.03
Erosion 0.277 7 0.114 1 0.018 9 0.028 9 —0.021
Roughness 0.102 2 0.032 6 0.185 6" 0.163 0.052
Stale bleeding sites 0.007 648 87 —0.033 543 7 —0.035 2917 —0.068 309 6 0.252 425 7~
Bile reflux 0. 040 202 96 0.004 887 62 0.038 303 72 0.036 386 09 0.041 312 3
H. pylori 0.513 049 79~ 0.378 545 31 0.032 644 5 0.128 056 6 0.072 943 9

* P<C0.05
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Tab 2 Pathologic grades between different H. pylori infections and bile reflux statuses

(n=3,x%s,pp/ng » ml~ 1)

Index Active inflammation  Chronic inflammation Atrophy Intestinal metaplasia Dysplasia
H. pylori positive 1.2740.03" 2.2940.03" 0.89+0.03 0.42+0.02 0
H. pylori negitive 0.3740. 02" 1.6440.02* 0.95+0.03 0.5240. 03 0.0140. 01
Bile reflux positive 0.75+0.2 1.875+0.2 1.025+0.9 0.58+0. 82 0+0
Bile reflux negative 0.68+0.2 1.889+0.2 0.91640.2 0.62540. 04 0.01+0.01

*P<C0.001
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Reduction of atherosclerosis in cholesterol-fed rabbits and decrease of expressions of intracellular adhesion molecule-1

and vascular endothelial growth factor in foam cells by a water-soluble fraction of Polygonum multiflorum

Yang PY, Almofti MR, Lu L,Kang H,Zhang J,Li TJ,Rui YC,Sun LN,Chen WS(School of Pharmacy, Second Military Medical
University, Shanghai 200433, China)

[ABSTRACT]| Polygonum multiflorum stilbeneglycoside (PMS) is a water-soluble fraction of Polygonum multiflorum Thunb. ,
one of the most famous tonic traditional Chinese medicines, that has protective effects on the cardiovascular system. The pur-
pose of the present study is to elucidate the effects of PMS on macrophage-derived foam cell functions and the reduction of sever-
ity of atherosclerosis in hypercholesterolemic New Zealand White (NZW) rabbits. NZW rabbits were fed for 12 weeks with a
normal diet, a high cholesterol diet, or a high cholesterol diet associated with irrigation with different doses of PMS (25, 50, or
100 mg/kg). Treatment of NZW rabbits fed with high cholesterol diet with 100 mg/kg PMS attenuated the increase in plasma
cholesterol, low-density lipoprotein cholesterol, very low-density lipoprotein cholesterol, and plasma triglyceride. Treatment
with 50 and 100 mg/kg PMS caused 43% and 60% decrease in atherosclerotic lesioned area ratio to total surface area, respec-
tively. In U937 foam cells, PMS could decrease the high expression of intercellular adhesion molecule (ICAM)-1 protein and the
vascular endothelial growth factor (VEGF) protein levels in the medium induced by oxidized lipoprotein when analyzed by flow
cytometry. The results proved that PMS is a powerful agent against atherosclerosis and that PMS action could possibly be
through the inhibition of the expression of ICAM-1 and VEGF in foam cells.

[J Pharmacol Sci,2005,99:294-300]



