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Abstract: [ Objective | To observe the expression of human serum sclerostin (SOST) in fluoride (F) exposed population,
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to study its correlation with alkaline phosphatase (ALP) and F bone injury, and try to explore the role of SOST in the process
of F bone injury. [ Methods ] General physical status, past and present health state of people exposed to fluoride were
questionnaired. Their blood samples were collected from the cubital vein to measure the concentrations of SOST, ALP and blood
fluoride (BF). Their orthophoric forearm radiographies were taken. Statistical analysis was performed with SPSS 18.0.[ Results |

The concentration of SOST in high BF group was (4.806 + 0.525) pg/L, which was significantly different from that in middle group
and low group (P<0.01). The SOST positive rate of high BF group was 25.0%, which was significantly different from that of low BF
group (P <0.05). The SOST concentration in injury group, non-injury group and control group were (4.870 + 0.504) pg/L, (5.100 +
0.627) pg/L and (5.234 + 0.603) ng/L respectively, and there was significant difference between injury group and non—injury
group (P <0.05). The linear correlation coefficient of SOST and ALP in high fluoride area was r=—0.319 (P=0.001). Individuals
with SOST positive rendered, significantly higher risk to develop F bone injury (OR=2.417) compared with those with SOST
negative (P<0.05). [ Conclusion ] The serum SOST is significantly decreased in fluoride exposed population. SOST is related
to ALP rising and fluorosis like bone injury. The reduced SOST may be involved in the development of fluorosis bone injury,
however, its mechanism is still unrevealed.
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Table 1 Concentration of ALP and SOST and SOST positive rate in different

fluoride groups

53 ( Group ) n ALP(U/L)  SOST(pg/L) Pi:itf‘iﬁ%ig;
FE9RZL (High BF) 36 72.331+21.216 4.806+0.525™ 25.0°
PR (Middle BF) 70 68.306 +21.176 5.100 = 0.626" 17.1
fIGHRAL( Low BF ) 37 64.695+19.539 5.184 +0.527 54

[ V£ ] & F £ M #1 LSD % ( One-way ANOVA and LSD test ); “: 5
{K %41 1. % ( Compared with the low BF group ), P<0.05; **: P<0.01,

®2 AEFMEEHRGHEALPFISOSTAFE(X+5)
Table 2 Concentration of ALP and SOST in different F bone injury groups

1591 ( Group ) n ALP(U/L) SOST( pg/L )
W54 ( Injury ) 54 73.511£22.057° 4.870 £0.504
HA5 41 ( Non-injury ) 52 67.035 + 18.232 5.100 + 0.627 »
Xt B ( Control ) 37 62.800  21.146 5.234+0.603°%

[ ] B & 7 2 447 2 LSD 4 35 ( One-way ANOVA and LSD test ); *:
5 %t B 41 %2 ( Compared with the control group ), P<0.05; “: 54
1% 40 He. %2 ( Compared with the injury group ), P<0.05; “*: P<0.01,
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Figure 1 Correlation between SOST and ALP
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Table 3 Correlation between SOST and F bone injury

i noyn Lt g
ZH 3 'bl"?’f}J ﬂ%}‘m@ P OR 0591
Group Injury Non-injury
SOST FH 4
i r, AH 11(47.8) 12(522)
SOST positive
s 3.717 0.048 2417 0.972~6.010
SOST A2
e Bt E 33(27.5) 87(725)
SOST negative
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