Studies on Clinical Application of the
Measurement of Salivary Lactoferrin Levels and
its Significance 1. Evaluation of Parotid Salivary
Lactoferrin in Various Diseases
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Fig.1. Procedure of LF enzyme immunoassay.
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Fig.2. Standard curve of LF and dilution
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Table 1. Intra-assay and inter-assay of lactoferrin by EIA.

lactoferrin(ng/ml) Coefficient
Number of
Mean SD variation(%)

96 9.8 0.63 6.4

Intra-assay 96 21.2 1.19 5.6
36 443 1.90 4.3

5 8.9 0.61 6.8

Inter-assay 5 20.8 1.10 5.3
5 43.1 2.67 6.2

SD, standard deviation.
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Fig.3. Secretory profile of LF concentration in
saliva.
®—®, Sjogren’s syndrome; A—A, primary
biliary cirrhosis: A—A, chronic pancreatiti-
s: OO, control. Each bar represents
mean+S.EM,
* %, p<0.01 vs. control by ANOVA followed
by Duncan’s multiple comparison test.
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Fig.4. Secretory profile of LF output in saliv-
a.
©—®, Sjogren’s syndrome; A-—A, primary
biliary cirrhosis; A—A, chronic pancreatiti-
s; OO, control. Each bar represents
mean+S.E.M.
%, p<0.05; =%, p<0.0l vs. control by
ANOVA followed by Duncan’s multiple
comparison test.
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PBC, primary biliary cirrhosis : SjS, Sjogren’s

* %,p<0.01 vs. control by ANOVA followed by Duncan’s multiple comparison test.

Table 2. Prevalence of lactoferrin concentration in
patients with various diseases.

Disease No. of Fraction 1| Fraction 1I
cases (LF=133ug/ml) (LF=5.2ug/ml)

Sjogren’s 17 12 (71%) 15 (88%)
syndrome

Primary biliary 7 1 (14%) 1 (14%)
cirrhosis

Chronic 8 0 1 (13%)
pancreatitis

Control 20 0 0
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Studies on Clinical Application of the Measurement of Salivary Lactoferrin
Levels and its Significance (1) Evaluation of Parotid Salivary Lactoferrin in
Various Diseases Yasuhiro Takemori, Department of Internal Medicine (1), School of
Medicine, Kanazawa University, Kanazawa 920—1J. Juzen Med. Soc., 97, 789—801 (1988)
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Abstract

The present study was performed to elucidate the significance of measurement of
salivary lactoferrin (LF) in patients with various diseases, chiefly Sjogren’s syndrome (SjS).
Parotid saliva was obtained by using a modified Lashley cup at five minute intervals over
a twenty five minute period after pilocarpine hydrochloride stimulation. The LF
concentration, HCO;- concentration, amylase activity, protein concentration and volume of
each fraction were assayed to examine their secretory behaviors. The LF concentration
was determined by the enzyme immunoassay technique with LF purified from human
colostrum. The LF concentration of the control group was the highest at the first
fraction, reflecting the washout phase and leveled off thereafter. Various disease groups,
including the SjS group, also showed the same secretory patterns as those in the control
group, with the mean LF concentrations of SjS patients recording a significantly high level
in all fractions compared with those of the control group. When the cut off value was
regarded as the mean + 2 X standard deviation in the control group, the abnormal rate in
SjS was very high, that is, 7126 at the first fraction and 88% at the third fraction. LF
output, LF to protein ratio and LF to amylase ratio, as well as the LF concentration, were
significantly high in patients with SjS. Therefore, it seemed that the high levels of LF was
not a mere result of the concentration effect but the increase of LF itself. Also, there was
a significantly negative correlation between the LF concentration and maximum HCO;-,
volume and amylase, suggesting that the LF concentration elevated as the parotid function
became impaired. In addition, the rate of abnormal LF concentrations was higher than
that of maximum HCO,- and volume in SjS. It is concluded that the concentration of
salivary LF increases frequently in SjS and that its measurement is an useful method for
the diagnosis of SjS.



