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Influence of occlusal force change on apoptosis of periodontal ligament fibroblast and expression of prolifera-

ting nuclear antigen

WANG Guo-dong, JIANG Xiao-zhong™ , HE Yu-lin(Department of Stomatology, Changzheng Hospital, Second Military Medi-
cal University, Shanghai 200003, China)

[ABSTRACT] Objective: To study the influence of occlusal force change on apoptosis of periodontal ligament fibroblast
(PDLF) and expression of proliferating nuclear antigen (PCNA) in the fibroblasts, so as to explore the possible mechanism for
remodeling of periodontal ligament. Methods: Animal model of occlusal force change was established by extracting the right
first, second and third maxillary molars in male SD rats. The rats were sacrificed at 6, 12 hours and day 1, 2, 3, 5, 7, 14, and
28 d after extracting the teeth(n=16), and their alveolar bone tissues were harvested. H-E staining was used to observe the
morphologic changes of the alveolar bone tissues. TUNEL method and immunohistochemistry were used to detect apoptosis and
PCNA expression in PDLF. The rats with normal occlusal forces were used as control(n=6). The results were assigned a mean
score based on the percentage and the intensity of cells positively stained for TUNEL and PCNA. Results: Animal model of oc-
clusal force change was successfully established. H-E staining showed that the control group had more pycnotic periodontal liga-
ment, orderly fibres, and flatter alveolar bone than the model group. TUNEL result showed that the cell apoptosis reached its
peak at 12 h after extracting the teeth (252. 67+6.62), significantly higher than that of control group (7. 17+£2.32,P<C0.01),
then gradually decreased to normal level on day 28 after extraction (8. 50741, 87). Immunohistochemical staining showed that
the expression of PCNA had a similar tendency of apoptosis: PCNA expression peaked on day 3 after extraction (246, 00+7. 21)
and then gradually decreased to normal level (5. 67 =2, 16, P<C0. 01). Conclusion: Changes of occlusal force can facilitate the
PDLF apoptosis and promote PDLF proliferation, contributing to the remodeling of periodontal ligament.
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Fig 1 H-E staining of rat periodontal ligament in each group( X200)

A: Control; B-D: 3,14,28 d after extracting the teeth; R: Root; PL: Periodontal ligament; AB: Alveolar bone
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Fig 2 Immunohistochemical staining and TUNEL results in rat PDLF after extracting teeth( X 400)
PL: Periodontal ligament. A-D: PDLF cell apoptosis measured by TUNEL method; E-H: PCNA expression measured by immunohistochemis-

try; A,E: control; B,F: 12 h after extracting; C,G: 3 d after extracting; D, H:28 d after extracting
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Tab 1 Comparison of apoptosis and PCNA expression
in rat PDLF at different time points after extracting teeth
(n=6,xLs)

Mean Score

Group - -
Cell apoptosis PCNA expression
Control 7.17+£2.32 5.67+2.16
Model
6 h 128.5043.08" * 46,831+4.02" ~AA
12 h 252.67+6.62* * AL 57.00+5.86* *AA
1d 234.67+7.00% * A4 204, 33+8.52* *AA
2d 150. 1745, 95 * 44 222.504+6.83" "
3d 141.83£5.30" * 44 246.00+7.21" AL
5d 125.17+4.22" 215.0049.78" *
7d 109. 6746, 38* * 44 89.67+4.63" *AA
14 d 44,8344.54 * oL 28.00+3.16" *AA
28 d 8.50+1. 8744 13.17+2.86* *AA

** P<C0. 01 ws control group; 24 P<C0.01 vs 6 h; A4 P<C0. 01 ws 2 d
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A meta-analysis of case-control studies on the combined effect of hepatitis B and C virus infections in causing

hepatocellular carcinoma in China

Shi J, Zhu L, Liu S, Xie WF (Department of Gastroenterology, Changzheng Hospital, Second Military Medical University,
Shanghai 200003, China)

[ABSTRACT] We investigated whether concurrent infection by hepatitis B virus (HBV) and hepatitis C virus (HCV) in Chi-
na, a hyperepidemic area for these infections, was associated with a higher risk of causing hepatocellular carcinoma (HCC) than
cach infection alone in a meta-analysis in China, 32 case-control studies involving 3 201 cases and 4 005 controls. identified from
a computer-based literature search from 1966 to 2004. The pooled odds ratio and 95% confidence interval (CI) for HBsAg posi-
tivity was 14. 1 (95% CI; 10. 6-18. 8) ; for anti-HCV/HCV RNA positivity was 4. 6 (95% CI: 3. 6-5. 9); for HBsAg positivity
and anti- HCV/HCV RNA negativity were 15. 6 (95% CI; 11.5-21. 3); for HBsAg negativity and anti- HCV/HCV RNA posi-
tivity were 8.1 (95% CI; 5.0-13. 0); and positivity for both HBsAg and anti- HCV/HCV RNA was 35. 7 (95% CI. 26. 2-
48.5). We conclude that HBV and HCV infections are important independent risk factors for HCC in China, and that dual in-
fection by HBV and HCV is associated with a higher risk of causing HCC than each infection alone, suggesting a synergism be-
tween HBV and HCV.

[Br J Cancer, 2005, 92. 607-612]]



