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The effect of estrogen on osteoprotegerin and other related biochemical indexes in healthy mice
TIAN Jingjing s\WANG Min”® ,LI Xianping
(Department o f Clinical Laboratory ,the Second Xiangya Hospital ,Central South
University s Changsha s Hu'nan 410011,China)

Abstract: Objective To detect serum osteoprotegerin (OPG) level on estrogen-injected mice and other
related biochemical indexes to judge the effect of estrogen on bone metabolism. Methods 42 normal female
ICR mice of 4—6 weeks were divided into seven groups from A to G,six in each group. Group G was the con-
trol group,and the rest six groups of mice were injected with estrogen on the first day. Eye blood from mice in
group A were collected on the day of injection,and separated serum were stored at —20 “C for preservation.
Mice from group B,C,D,E and F were executed in the same way on the third, fourth,seventh,fourteenth and
twenty-first days for serum, respectively. ELISA test was performed to determine the OPG value of all
groups. Afterwards,related biochemical indexes were measured by using Abott C8000 Analyser,including ser-
um ammonia acyl transpeptidase (GGT) ,alkaline phosphatase (ALP) transaminase (ALT), aspartate amin-
otransferase (AST),blood urea nitrogen (BUN) , creatinine (CREA) , uric acid (UA) ,calcium (Ca) , phosphor-
us (P) and magnesium (Mg) level. Correlation analysis was also performed on significantly changed indexes.
Results The level of serum ammonia acyl transpeptidase (GGT) and alkaline phosphatase (ALP) was signifi-
cantly higher than the control group,with a significant difference (P<C0. 05). Between which,GGT was signif-
icantly different between each experimental group and control group(P=0. 000) ,while ALP level was signifi-
cantly different between control group and group A,B and C(P=0. 036,0. 008,0. 022, respectively). Howev-
er,other indexes including alanine aminotransferase (ALT) ,aspartate aminotransferase (AST),blood urea ni-

trogen (BUN) ,creatinine (CREA), uric acid (UA), calcium (Ca), phosphorus (P) and magnesium (Mg)

TEE BN HEFH 2 A0 FENFRERE R 2R, © BE1EH . E-mail: wangmin0000@csu. edu. cn,
35| AR A, T, 22 50 T M 3 fd B /N A N PR 3 AR DG AR AR AR S [ E PR AG 56 B 25 2 7K, 2019,40(6) 1 641-644.



o 642 E FRA 3 E 2 22 7% 2019 4F 3 F % 40 %4 6 #] Int ] Lab Med,March 2019, Vol. 40,No. 6

showed no significant difference (P>>0. 05). The ELISA test showed that OPG level from group A.B and C
were significantly elevated (P =0. 000,0. 000,0. 017) with the other groups showing no obvious difference.

Correlation analysis revealed a good correlation between OPG and ALP. Conclusion

The serum OPG,GGT

and ALP level are elevated in a short period of time after estrogen injection,indicating a change in bone metab-

olism in normal mice.
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