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Significance of cytogenetic abnormality detection for risk stratification

and prognostic evaluation of multiple myeloma
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Abstract: Objective To investigate the role of cytogenetic abnormality analysis in risk stratification and prognosis
assessment for patients with multiple myeloma( MM ). Methods The clinical data of 200 newly treated patients with MM
from January 2015 to December 2017 were retrospectively analyzed. In situ fluorescence hybridization ( FISH) was used to
detect molecular cytogenetic abnormalities in the bone marrow specimen, and the relationship between different
chromosomal abnormalities and clinical index, cytoplasmic surface immunophenotype, treatment efficacy and prognosis was
analyzed. Results  FISH result showed that the detection rate of cytogenetic abnormalities was 77. 00% in which the
detection rates of IGH rearrangement, RB1 deletion, P53 deletion and 1q21 amplification were 48.50% ,57.00% ,14. 50%
and 51.50% ,respectively. Plasma cell ratio, the ratio of International Staging System (ISS) Il stage, the ratio of Durier-
Salmon Staging System(DS) III stage in IGH rearrangement positive group were significantly higher than those in negative
group. The expression rate of CD28 in RBI deletion positive group was significantly higher than that in RB1 deletion
negative group. The blood calcium(Ca’" ) level,plasma cell ratio in bone marrow,CD28 expression rate , the ratio of 1SS III
stage and DS Il stage in P53 deletion positive group were significantly higher than those in P53 deletion negative group,
while CD117 expression rate in P53 deletion positive group was significantly lower than that in P53 deletion negative group
(all P<0.05). There was no significant difference in the clinical indexes between 1¢21 amplification positive and negative
groups (P >0.05). In T-VAD regimen ( thalidomide , vincristine , pirarubicin , dexamethasone ) , the effective rates of IGH

rearrangement positive and P53 deletion positive were significantly lower than those of IGH rearrangement negative and P53

DOI.:

10. 13429/j. enki. ¢jer. 2019. 02. 011



I PRAIFSE 2019 42 A58 32 4545 2 ] Chinese Journal of Clinical Research,February 2019, Vol. 32, No. 2 191

deletion negative (all P <0.05). In PD regimen ( bortezomib , dexamethasone ) , the effective rate of P53 deletion positive

was significantly lower than that of P53 deletion negative( P <0.05). The overall survival time(OS) in IGH rearrangement

positive group was significantly shorter than that in IGH rearrangement negative group (P < 0. 05). The OS and the

progression free survival time ( PFS) in P53 deletion positive group were significantly lower than those in P53 deletion

negative group (all P < 0. 05). Conclusions

The MM patients have high incidence of cytogenetic abnormalities and

coexistence of multiple genetic abnormalities. The cytogenetic abnormality is related to clinical indicator ,immunophenotype,

therapeutic effect and prognosis. P53 deletion is a factor of poor prognosis with shorter OS and PFS. The detection of

cytogenetic abnormalities should be paid attention in clinic for guiding the clinical treatment and prognosis stratified

evaluation of MM patients.
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