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Changes of mitochondrial volume density of the diaphragm in response to

chronic hypoxia in rats

Wang Donglin, Mao Baoling, Qian Guisheng, Guo Xianjian, Li Shuping (Research Institute of Respiratory Disease,
Xingiao Hospital, Third Military Medical University, Chongging, 630037)
Zhang Xinli (Department of Pathology, Third Military Medical University, Chongqing, 630038)

Abstract The changes of the mitochondrial morphological parameters of the diaphragm in response to
chronic hypoxia were obsewed in rats. It was found that after exposure to hypobaric hypoxia or normobaric
hypoxia 8 h per day for one or three months, the mitochondrial volume density of the diaphragm was signifi—
cantly increased by 9. 3%~ 19. Yo (P < 0. 05~ 0. 01) while other parameters were not significantly
changed. The findings suggest that the aerobic oxidative capacity of the diaphragm could be partly improved
through an increase of the mitochondnal volume density.
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A prospective study of preventing endodontic interappointment pain with
dexamethasone
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hepatocytic membrane of patients with chronic hepatitis B virus infection

in vitro

Gu Changhai, Ming Weiqi (Department of Infectious Diseases, Southwest Hospital, Third Military Medical University,

Chongqing, 630038)

Abstract The expression of tumor necrosis factore receptor (m TN R) on the membrane of cultured

hepatocytes was observed in 9 patients with chronic hepatitis Bvirus ( HBV) infection and 8 individuals with—

out and the hepatocytes were incubated with lipopolysaccharide ( LPS)-activated Kupffer cells to observe the
cytocidal effect of TN indirectly. It was found that lactic acid dehydrogenase ( LDH) level in the super—

natant of the hepatocytes from patients with chronic HBV infection incubated with the activated Kupffer cells

was remarkably increased and it became much higher when m TN K R was up—regulated by 2 to 3 fold. But no

significant change of LDH level was found in the supernatant of coincubated cells including the hepatocytes

from patients without HBV infection and it remained unchanged even when m TN R was up-regulated by 2

to 3 fold. Our findings suggest that TN & can strengthen its toxicity to hepatocytes through high expression

of mTNI Rin HBV infection, which is perhaps one of mechanisms of hepatocytic injury in chronic HBV in-

fection.

Key words chronic hepatitis Bvirus infection; hepatocytic membrane tumor necrosis factore receptor

(TN & R)
(E3 3927 )
3
, 8 24

48 1 . ,

8h 3 .24h 2
EIP

2 lBl
I4l

EIP

EIP ,

, EIP

R781.3

1 Kleir D J, Mullaney T P. Effects of formocresol on post—
treatment pain of endodontic origin in vital molars. J En—
dodon, 198Q 6 566

2 Rimmer A. The flare—up index a quantitative method to de-
scribe the phenomenon. J Endodon, 1993; 19( 5): 255

3 Abbott P V. Factors associated with continuing pain in en—

dodontics. Aust Dent J, 1994 39( 3): 157

4 Waiton R, Fouad A. Endodontic interappointment flare-

ups a prospective study of incidence and related factors. J
Endodon, 1992; 18(4): 172
( 1 1995-12-25;

(%4 B 23 )

: 1996-09-13)



