APEERBIZR 2013 TE55 40 B35 6 5 . 521

doi: 10. 3971/j. issn. 1000-8578. 2013. 06. 004

Juta ik 1q21 P48 X5 R 44 oK sl Vb ) B e
18I WG 22 A1 B BB IR 7 Y 52 Wi

BAE P RLEKRAM AFZE L F OB W E

Impact of 1q21 Amplification on Prognosis of Multiple Myeloma Treated with Bortezomib
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Abstract: Objective ~ To analyze the correlation between the 1g21 amplification and the treatment re-
sponse in patients with multiple myeloma treated with Bortezomib and/or Thalidomide. Methods Fluo-
rescence in situ hybridization (FISH) was used to detect the 1¢q21 amplification in patients treated with
Bortezomib and/or Thalidomide. The clinical characteristics and treatment response were also analyzed.
Results Results 1q21amplification was discovered in 29 of 108 patients (26.9%). The patients with
1g21 amplification had a higher median age and lower HB concentration than those without 121 amplifi-
cation (62y vs. 58y, P=0.029 and 81. 39 g/L wvs. 97.58 g/L., P=0.002). Other clinical characteristics
such as SCr, Ca®*, ALB, 2 microglobulin, plasma cell proportion seemed to have no correlation with
1g21 amplification. The patients with 1q21 amplification had a higher rate of IgH translocation and 13q
deletion (79.3% wvs. 48.1%,P=0.004 and 58. 6% wvs. 31.6%.,P=0.011, respectively). The treatment
response was evaluable in 95 patients. The overall response rate (ORR) was 73.7% (70/95). Twelve
patients treated with both Bortezomib and Thalidomide were excluded and the remained 83 patients were
divided into two groups (Bortezomib-based and Thalidomide-based). Response rate was not significant
difference between patients with and without 1q21 amplification in Bortezomib-based group, but patients
with 1g21 amplification had a higher response rate than those without 1g21 amplification in Thalidomide-
based group (70% wvs. 80%, P=0.789 and 20% wvs. 78.3% P =0.005). Multivariate analysis showed
1g21 amplification was an independent prognostic predictor, OR(Odds Ratio) = 0. 231(95% CI ;0. 078~
0.684,P = 0.008). Conclusion 1g21 amplification was a vital predictor of prognosis as patients with
1g21 amplification had a lower response rate when treated with Thalidomide rather than Bortezomib.
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Table 1 Clinical characteristics of 108 MM patients(z % s)

1921 amplification

Characteristics P
(+) =)

No. of patients 29 79
Median age(year) 62 58 0. 029
Gender(Female/Male) (8/21) (34/45) 0.597
1SS il Cproportion of stage 5 7,0 67.10% 0.782
Proportion of plasma cell ~ 37.77 +30. 05 39.49+24,26  0.762
Blood calcium(pmol/L) 2.56+0. 44 2.52+0.36 0. 639
HB(g/L) 81.39+22.95 97.58+23.82  0.002
Scr(p.mol/L) 183. 87 £ 208. 57 160. 50 £167. 02 0.931
Albumin(g/L) 32.35%+7.92 35.44+7.48 0. 063
BZMG(mg/L) 4,7 4. 84 0.117
[median(range) | [1.1-53.6] [1.3-29.2] .
Bone damage( %) 72.40% 78.50% 0.38

Yes 21 62

No 8 17

Note: 2MG: f2-microglobulin; HB: hemoglobin; Scr: serum-
creatinine concentration; MM: multiple myeloma
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Figure 1 MM cell with or without 121 amplification
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Table 2 Cytogenetic abnormal of 108 MM patients

Ttems . IgH tanslocation  Del(17) Del(13)
¢Z9) ¢29) 7))
1q21C+) 29 79. 3 24.1 58.6
121 =) 79 48. 1 16.5 31.6
P 0. 004 0. 362 0.011

Note: Del: deletion
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Table 3 Reponse rate of 83 MM patients

M PR 25, FLAE 3 H (OR ) = 0. 231(95% CI. 0. 078
~0.684,P=0.008),
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. 121 +) 121(=) 121C+) 121 =)
Groups P . .
n ORR n ORR n —=VGPR rate n —=VGPR rate
Bortezomib 10 70. 0% 40 80. 0% 0. 798 10 30. 0% 40 35. 0% 1. 000
Thalidomide 10 20. 0% 23 78.3%  0.005 10 0.0% 23 26.1% 0. 145
Total 20 45.0% 63 79.0% 20 15. 0% 63 31.7%

Note: ORR:overall response rate; VGPR: very good partial response
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