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The relationship of macrophages with gallbladder inflammation and gall-

stone formation

Bie Ping, Huang Zhiqing, Wang Aochuan, Han Benli, Yang Kezhen, Duan Hengchun, Wang Jiawen, Li Kun

(Department of Hepatobiliary Surgery, Southwest Hospital, Third Military Medical College . Chongqing. 630038)

Abstract Sixty-three human gallbladders were collected, among which 16 were normal bladders (no-

stone group) and 47 inflammed ones with cholesterol stones (stone group). Every gallbladder was examined

to determine the macrophage count and the level of tumor necrosis factor (TNF) and interleukin 1 (IL-1). It

was found that the macrophage count was significantly larger and the level of TNF and IL-1 mainly secreted

by the macrphages, was significantly higher in the stone group than in the no-stone group.

In order to clarify further the relationship of macrophage with gallbladder inflammation and gallstone,

experiments were done in rabbits which were randomized into the control group taking ordinary food and high

cholesterol diet (H-ChD) group taking a diet containing 1. 2% cholesterol. At the end of 2 weeks, abundant

cholesterol crystals emerged in thebile of H-ChD group and gallstones were found in 6 out of the 15 rabbits.
There was a high incidence of gallstone (11/14) of rabbits after 4 weeks of H-ChD feeding.

As early as 7 days after H-ChD feeding . the macrophage count was significantly increased ( P <{0. 001 vs

the control) and their phagocytosis was enhanced. Inflammatory reaction and epithelial cell proliferation of

the gallbladder occurred a little later.

The rabbits to which prednisone 1 mg/kgday was administered for 1 or 4 weeks showed a normal

macrophage count and slight inflammatory reaction without significant epithelial proliferation was found in

their gallbladder. Gallsione was found only in 4/15 rabbits after prednisone administration for 4 weeks.

These findings suggest that macrophages in the gallbladder can be activated as a result of lipid metabolic

disorder and the “lighogenic bile” and they play a role in the gallbladder inflammation and stone {formation.
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Pathological observations on the hypertrophic scars transplanted to the

nude mouse

Liu Hongliang, Wu Zongyao, Wang Dehuai (Department of Rehabilitation

College , Chongqing, 630038)

. Southwest Hospital. Third Military Medical

Abstract Hypertrophic scar occurs particularly to human beings and the lack of animal model makes it

difficult to undergo studies of this illness. After anesthetization. the skin of full thickness was removed {rom

the back of nude mice (Balb/C—nunuland a piece of hypertropic scar 20 mm ¥ 15 nunx 2

.S mm was trans-

planted to the excised region. The transplanted scar could he viable for 50 10 120 days. [t was found that the

transplanted scar remained unchanged in irs structure as compared with that before transplimration. No re-

gression of the scar tissue or rejection by the host could be obscrved. The conclusion is that the athymic nude

mice can be used to establish an animal model 1o study hyperwrophic scar of human beings.
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