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Abstract: Objective To systematically evaluate the 1 —5 year overall survival outcomes among patients
with TP53-mutated acute myeloid leukemia (AML) or myelodysplastic syndromes (MDS) following allogene-
ic hematopoietic stem cell transplantation (allo-HSCT). Methods The Cochrane Library, PubMed, Embase,
Wanfang Data and China National Knowledge Infrastructure (CNKI) databases were searched for studies re-
porting survival outcomes after allo-HSCT in patients with TP53-mutated AML or MDS. All databases were
searched from inception to June 1,2025. The primary outcomes were the 1-,2-,3-,4-,and 5-year overall sur-
vival rates after transplantation. Overall survival rates and their 95% confidence intervals(95% CI) at cach
time point were pooled using Meta-analysis,and subgroup analyses were performed according to disease type.
Results Eleven retrospective cohort studies involving 515 patients were included. The pooled 1-year overall
survival rates after allo-HSCT were 39% (95%CI:34% —44% ; P =0. 003) for patients with TP53-mutated
MDS and 55% (95%CI :47% —62% ; P<(0. 001) for patients with TP53-mutated AML. The corresponding
pooled 2-year overall survival rates were 29% (95%CI:24% —33% ;P =0.004) and 27% (95%CI:21% —
33% ; P<C0.001) ,respectively. The pooled 3-year overall survival rates were 20% (95%CI:16% —24% ; P <<
0.001) and 19% (95%CI:12% —26% ;P =0.002) ,respectively. The pooled 4-year overall survival rates were
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18% (95%CI:14% —22% ; P<<0.001) and 17% (95%CI:10% —24% ; P<(0. 001) , respectively. The pooled
5-year overall survival rates were 20% (95%CI:16% —24% ;P =0.022) and 9% (95%CI:2% —17% ;P =

0. 827) ,respectively. Conclusion Although some patients may achieve long-term survival after allo-HSCT, o-

verall long-term survival rates remain low,and improving long-term outcomes remains a major challenge.
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Efficacy of trastuzumab combined with docetaxel in patients with HERZ-positive
breast cancer and its effect on serum tumor marker levels”
Wang Mengyue s Xu Weicheng s Zhou Kaizuan s Shen Xuting sWei Yunwen sMeng Wei ™
Department of Laboratory Medicine ,Shuguang Hospital Affiliated to Shanghai
University of Traditional Chinese Medicine ,Shanghai 201209 ,China

Abstract: Objective To investigate the clinical efficacy of trastuzumab combined with docetaxel in pa-
tients with human epidermal growth factor receptor 2 (HER2)-positive breast cancer and its effect on serum
levels of carcinoembryonic antigen (CEA) ,carbohydrate antigen 153 (CA153) and intercellular adhesion mol-
ecule-1 (ICAM-1). Methods A total of 90 patients with HER2-positive breast cancer admitted to the hospital
from January 2021 to December 2023 were selected as study subjects and divided into a combination group (45
patients,trastuzumab combined with docetaxel) and a monotherapy group (45 patients,trastuzumab alone) u-
sing a random number table. Serum levels of CEA,CA153 and ICAM-1 before and after treatment,short-term
efficacy and the incidence of adverse reactions were compared between the two groups. Results After treat-
ment,serum CEA,CA153 and ICAM-1 levels were decreased in both groups compared with pretreatment lev-
els,and were lower in the combination group than those in the monotherapy group,and the differences were
statistically significant (P<Z0. 05). The objective response rate and disease control rate were both significantly
higher in the combination group than those in the monotherapy group (P<C0. 05). No significant difference in
the incidence of adverse reactions was observed between the two groups (P>>0. 05). Conclusion Trastuzum-
ab combined with docetaxel demonstrates significant clinical efficacy in patients with HER2-positive breast
cancer,improves short-term treatment response,reduces serum levels of CEA,CA153 and ICAM-1,and does
not significantly increase the incidence of major adverse reactions.
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