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Analysis on detection of serum IL-6,IL-6R and MCL]1 and their relationship with
prognosis in patients with multiple myeloma
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Qingdao,Shandong 266042 ,China)

Abstract: Objective To explore the relationship of 1L-6,IL-6R and MCL1 with the prognosis of multiple
myeloma(MM) by detecting the expression of serum IL.-6,11.-6R, MCL1 and the bone metabolic markers(N-
MID,PINP,B3-CTX) in the patients with multiple myeloma(MM). Methods The patients with MM in this
hospital were included into the MM group,and divided into three subgroups according to the clinical stages:
stage [ , [ and [l groups,and contemporaneous subjects undergoing the physical examination served as the
the control group,40 cases in each group. The expression levels of serum IL.-6,1L-6R, MCL1, N-MID, PINP
and B-CTX were detected by using the electrochemical luminescence immunoassay(ECILA). Results The lev-
els of serum IL-6,11.-6R and MCL1 in the MM group were significantly higher than those in the control group
(P<C0.05),in which the stage [l subgroup was significantly higher than the stage [l subgroup(P<C0. 05),and
the stage [l subgroup was significantly higher than the stage | subgroup(P<C0. 05). The levels of serum N-
MID and PINP in the MM group were significantly lower than those in the control group,in which the stage
[ subgroup was significantly lower than the stage ]I subgroup(P<C0. 05) and stage ]I subgroup was lower
than the stage | subgroup(P<C0. 05). The level of serum B-CTX in the MM group was significantly higher
than that in the control group(P<C0. 05),in which the stage [l subgroup was significantly higher than the
stage [| subgroup and the stage [[ subgroup was significantly higher than the stage | subgroup(P<C0. 05).
The expression levels of serum IL-6,1L-6R and MCL1 were positively correlated with the clinical stages of
MM (r=0. 68,0.56,0. 72, P<C0. 05). Conclusion The levels of serum IL-6,IL-6R and MCL1 in MM patients
are significantly increased and positively correlated with the clinical stages of MM, which can be used for the e-
valuation of bone injury and prognosis of MM.
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