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[Abstract |
species (ROS) in marrow of mice. Methods: A total of 20 eight-week-old C57BL/6 mice were used in the study, and experimental

Objective: This study aims to investigate the effect of experimental periodontitis on the expression of reactive oxygen

periodontitis was induced in mice by thread ligature. After 4 weeks of experiment, the maxilla were undergone micro-CT scanning, HE
staining, tartrate-resistant acid phosphatase (TRAP)staining. Flow cytometry was employed to study the expression of ROS in marrow.
Results: After four weeks of experimental periodontitis, alveolar bone resorption and TRAP positive osteoclast number were all
increased. There were significantly increases of the ROS level in marrow compared with controls. Conclusion: Experimental
periodontitis can increase the expression of ROS in mice marrow , which may play regulatory roles in alveolar bone loss.
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Figure 1 Effect of experimental periodontitis on alveolar bone resorption detected by Micro-CT scanning
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Figure 2 The histological examination of periodontal tis-
sue of the two groups (HE,x200)

3 4t i

ROS A PR S b AR A AT ™ A ) — 2805
PEE AL G YR SR A B A AR
AALY A L) ot AR A . AL ) ROS
i T A A AR T R 5 R AR B, ROS 7K
ST R E A JE T DNA B0 4 Fg R LR
UM E RN Z —,

DIERRGE s, 2F il 48 5 R0 A e 98 R 1T Y
T A AR AR DA i o S A = A e
MRS VAR & 12 5 2 AR 7K IEAE DG
IF HAE S JE 5 503 vh o 28 v TR, A Jalia T Bk
AT DAl JRy i 9 R A BE , A T DA B2 APR 00 83 2 4R K
N [ B - R I W ES €5 o f S oy
T F2RAE N, R 2 R AL 2N = A i ROS i £,
P AE AL B 1E) 3 G AN BB L S IRE IR B, #E 10T 1 ROS

—_ 33
W [«
1 1

—_
o
1

W A (A /mm)

|}

XPHRZE SRR
A X IR s B SR 5 C o L RER 1 AR A A, S 0 A2 P
P <0.001.
B3 TRUTFAXNTESHEHARE KN
(TRAP,x400)
Figure 3 Effect of experimental periodontitis on osteo-

clast formation in alveolar bone (TRAP,x400)
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Figure 4 Effect of experimental periodontitis on the level of ROS in marrow of mice
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