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Efficacy and Safety of Tratuzumab-Emtansine (T-DM1)
in Treatment of Her-2-positive Advanced or Metastatic

Breast Cancer : A Meta-analysis
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(1.The First Clinical Medical College,Lanzhou University,Lanzhou 730000, China;2.The First
Hospital of Lanzhou University , Lanzhou 730000, China)

Abstract: [ Purpose | To systematically evaluate the efficacy and the safety of tratuzumab-emtan-
sine(T-DM1) in treatment of Her-2-positive advanced or metastatic breast cancer. [Methods ]
Databases including PubMed,Web of Science, EMBASE  the Cochrane Libarary,CNKI, Wanfang
database were searched from inception to December 2017 to collect randomized controlled trials(RCTs)
about T-DM1 for Her-2-positive advanced or metastatic breast cancer. Two reviewers independently
screened literature according to the inclusion and exclusion criteria, extracted data,and assessed
the risk of bias of included studies. Stata 12.0 software was used for the Meta-analysis. [Results ]
A total of 4 eligible RCTs were finally included involving 2812 patients. Meta-analysis showed that
T-DM1 had no advantages in complete response(RR=0.88,95%CI:0.57~1.36,P=0.574) and partial
response (RR=1.05,95%CI1.:0.85~1.29, P=0.667).In terms of safety,there was no statistical differ-
ence in the incidence of all-grade adverse events (RR=0.99,95%CI1:0.98~1.01,P=0.319) between
T-DM1 group and control group,whereas the incidence of adverse events grade =3 was lower in T-
DM1 group (RR=0.77,95% C1:0.65~0.92,P=0.004). [Conclusion] Compared with traditional
chemotherapy, T-DM1 may reduce the incidence of adverse events grade =3, although there is evi-
dence showing that it is more effective in treatment of Her-2-positive advanced or metastatic breast
cancer.

Key words:ado-tratuzumab emtansine (T-DM1);Her-2;breast cancer;neoplasm metastasis; Meta
analysis
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10 articles without needed primary outcome

48 articles without appropriate control arm
5 Meta-analysis

4 articles included

Figure 1 Search strategy and flow chart for the Meta-analysis
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Table 2 quality evaluation of RCTs included in the study

Allocation Blinded Drop out/ Selection

Study Randomization concealment design withdrawal bias Ulizelots
Verma S(2012) Interactive voice-response system Not reported ~ Not reported 0 Not reported  Not reported
Krop [E(2014) Interactive voice-response system Not reported ~ Not reported Not reported  Not reported

0
Hurvitz SA(2013)  Stratified sampling Not reported ~ Not reported 1 Not reported  Not reported
0

Perez EA(2017) Interactive voice-response system Not reported ~ Not reported Not reported  Not reported
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Figure 4 Comparison of the total adverse events between patients
undergoing T-DM1 therapy and controls
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Figure 5 Comparison of the adverse events of grade 3 or ab
undergoing T-DM1 therapy and controls
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