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Abstract
A bispecific antibody that redirects the patient's own T cells against CD19 doubled complete remission rates against chemotherapy in relapsed disease. The more useful finding is buried in the burden data: the same agent clears residual disease in four fifths of patients but produces remission in fewer than half of those with overt marrow involvement. Objectives: To review the published evidence on bispecific T-cell engager therapy in relapsed and refractory B-cell precursor acute lymphoblastic leukaemia: what the randomised comparison established, how response varies with disease burden, what is achieved in the molecular disease setting, what toxicity occurs in routine use, and how the agent should be sequenced. Material and Methods: Narrative review of randomised trials, single-arm registration studies, real-world multicentre series and regulatory assessments indexed in PubMed and the major haematology journals. Studies were eligible if they reported efficacy or toxicity of bispecific T-cell engager therapy in a defined B-cell
precursor acute lymphoblastic leukaemia population. No new patient data were generated and no patients were recruited; every estimate quoted is one published by the original investigators. Results: In the randomised comparison against standard-of-care chemotherapy in Philadelphia-negative relapsed or refractory disease, median overall survival was 7.7 against 4.0 months (HR 0.71, p = 0.012) and complete remission 34 against 16 per cent. In Philadelphia-positive disease, a single-arm study reported complete remission in 31 per cent. An earlier phase II study achieved complete remission or complete remission with partial haematological recovery in 43 per cent after two cycles, with median relapse-free survival of 5.9 months and overall survival of 6.1 months. Where only molecular disease remained, 16 of 21 patients cleared residual disease, 12 of those having been molecularly refractory to prior chemotherapy, with relapse-free survival of 78 per cent at a median follow-up of 405 days. Across 39 children and adolescents treated in routine practice, complete remission reached 46 per cent among those with 5 per cent or more blasts against 81 per cent residual disease clearance among those below that threshold, with grade 3 or higher events in 34.8 per cent, no cytokine release syndrome and no toxic deaths. Conclusion: Efficacy scales inversely with disease burden, and the licensed indication describes the setting in which the agent performs least well. Median survival of 7.7 months in overt relapse is a real improvement over 4.0 and remains under a year.
Abbreviations: ALL – Acute Lymphoblastic Leukaemia, BCP-ALL – B-Cell Precursor ALL, BiTE – Bispecific T-Cell Engager, R/R – Relapsed or Refractory, Ph – Philadelphia Chromosome, CR – Complete Remission, CRh – Complete Remission with Partial Haematological Recovery, MRD – Measurable Residual Disease, RFS – Relapse-Free Survival, OS – Overall Survival, CRS – Cytokine Release Syndrome, allo-HSCT – Allogeneic Haematopoietic Stem Cell Transplantation, CAR – Chimeric Antigen Receptor.
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Introduction

cent, and primary refractory disease or second relapse carries a dismal outlook even with intensive chemotherapy and transplantation [3,4].

Adults fare considerably worse. Outcome after relapse depends on response to salvage chemotherapy and on whether transplantation can be performed [5], and conventional salvage in a heavily pretreated patient rarely produces durable benefit [6,7].

Bispecific T-cell engagers address this by a different mechanism. A single molecule carrying two single-chain variable fragments binds CD3 on T cells and CD19 on B-lineage cells simultaneously, forming a synapse that redirects cytotoxic T cells against the leukaemic clone without requiring antigen presentation [8,9]. The approach needs no cell manufacture and no lymphodepletion [10].

This review sets out what the randomised evidence established, how response varies with the amount of disease present, what is achieved when only molecular disease remains, what toxicity occurs outside trials, and where the agent sits among the alternatives.

Material and Methods

Search strategy: PubMed and the archives of the major haematology journals were searched for studies of bispecific T-cell engager therapy in lymphoblastic leukaemia. Search terms combined acute lymphoblastic leukaemia with blinatumomab, bispecific T-cell engager, CD19-directed, relapsed refractory, measurable residual disease and real-world outcomes. Reference lists of retrieved trials and regulatory assessments were screened by hand.

Eligibility: Studies were included if they reported efficacy or toxicity outcomes for bispecific T-cell engager therapy in a defined B-cell precursor acute lymphoblastic leukaemia population. Studies of chimeric antigen receptor T-cell therapy are cited where they bear on sequencing decisions and are identified as such.

Data extraction and handling: Design, cohort size, disease burden at entry, response criteria and reported outcomes were extracted as published. Disease burden at entry is stated alongside every response figure, because the central finding of this review is that response varies with it and figures from different settings are not comparable. No pooling or re-analysis was performed and no patient-level data were obtained. Figures 1 to 4 and Tables 1 to 3 reproduce published values only. This is a narrative synthesis and was not registered as a systematic review.

Results

What the randomised trial established: A phase III trial randomised patients with primary refractory or relapsed Philadelphia-negative disease to continuous-infusion bispecific antibody, given in four-week cycles followed by two weeks off, or to investigator's choice of standard chemotherapy [11,12]. Median overall survival was 7.7 months against 4.0 months, with a hazard ratio of 0.71 (p = 0.012), and complete remission was achieved in 34 against 16 per cent (Figure 1) [11,13].

This was the first immunotherapy to demonstrate an overall survival benefit in this population [12,13], and the finding supported conversion from accelerated to regular approval [13]. A parallel single-arm study in Philadelphia-positive disease reported complete remission in 31 per cent with a comparable adverse event profile, broadening the licensed population to both [13].

The earlier phase II study that led to these trials enrolled patients with early relapse, defined as within twelve months of first remission or of transplantation, or failure of salvage. After two cycles, 43 per cent achieved complete remission or complete remission with partial haematological recovery; among responders median relapse-free

[image: Figure 1: Survival and remission in the randomised comparison against chemotherapy [11,13]]Figure 1: Survival and remission in the randomised comparison against chemotherapy [11,13]
Principal reported

Study n Setting finding

16 cleared residual Molecular Topp et al. 2011 [15] 21 disease; 78% disease relapse-free 43% remission after Phase II salvage [14] — Early relapse two cycles Kantarjian et al. 2017 Ph-negative Survival 7.7 against Randomised [11] relapse 4.0 months; HR 0.71 Martinelli et al. 2017 Single Ph-positive Complete remission in [16] arm relapse 31 per cent von Stackelberg et al. Paediatric Dose and activity Phase I/II 2016 [17] relapse established in children Routine Response 46% or 81% AIEOP series [18] 39 paediatric use by disease burden Table 1: Principal studies reviewed, with setting and the finding as reported by the original investigators Response scales inversely with disease burden: The clearest demonstration comes from a single real-world cohort in which both settings were treated. Thirty-nine patients aged 0 to 21 with relapsed or refractory disease received the agent across seven centres between 2015 and 2020, thirteen with the aim of inducing remission and twenty-six with the aim of reducing residual disease [18].

Among the thirteen patients with 5 per cent or more marrow blasts, complete remission was achieved in 46 per cent. Among the twenty-six with fewer than 5 per cent blasts, 81 per cent achieved residual disease negativity by polymerase chain reaction or flow cytometry (Figure 2) [18]. The same drug, in the same cohort, performed almost twice as well against the smaller disease burden.

That gradient is mechanistically coherent. The agent depends on the patient's own effector T cells forming synapses with target cells, and a high blast burden both dilutes the effector-to-target ratio and increases the cytokine load released on lysis [8,9,19]. Where few cells remain, the available T-cell compartment is sufficient.

The two groups were not randomly assigned. Patients received the agent with the aim of inducing remission or of reducing residual disease according to clinical judgement, so the comparison is between two populations that differed in more than blast count [18]. The gradient is nonetheless consistent with what the molecular
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What is achieved against molecular disease alone: The phase II study in this setting treated 21 adults with persistent or recurrent residual disease after induction and consolidation, using a four-week continuous infusion. Sixteen became residual disease negative as assessed by quantitative polymerase chain reaction for immunoglobulin or T-cell receptor rearrangements or for specific genetic aberrations [15].

Two features of that result deserve emphasis. Twelve of the sixteen responders had been molecularly refractory to previous chemotherapy, so the agent cleared disease that cytotoxic treatment could not [15]. And probability of relapse-free survival was 78 per cent at a median follow-up of 405 days (Figure 3) [15], which is a different order of durability from the 5.9 months seen in overt relapse [14].

Residual disease is the dominant prognostic variable in this disease [20,21], and an agent capable of converting a positive result to a negative one addresses the variable that matters most [22]. That logic supported extension of the licence into the molecular disease setting [15,23].

Whether that durability reflects the agent or the population is not settled by a single-arm study. Patients with molecular disease alone have by definition responded to prior therapy sufficiently to reach that state, so they differ from patients in overt relapse in ways beyond burden [15,20]. The finding that most responders were molecularly refractory to chemotherapy nonetheless argues against

[image: Figure 3: Outcome in 21 patients treated for molecular disease alone [15]]Figure 3: Outcome in 21 patients treated for molecular disease alone [15]
Toxicity in routine use: The characteristic toxicities are cytokine release syndrome and neurological events, the latter including tremor, encephalopathy, peripheral neuropathy and depression, all observed more frequently than with chemotherapy [13]. Depression emerged as a rare but potentially severe neurological event [13].

Real-world paediatric experience was more favourable than trial reporting would suggest. Across the 39-patient series, 34.8 per cent of adverse events were grade 3 or higher, no cytokine release syndrome occurred and there were no treatment-related deaths (Figure 4) [18]. That profile reflects a population treated largely for low disease burden, which is consistent with burden driving cytokine
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Setting Reported response Durability

Molecular disease 78% relapse-free at 405 16 of 21 cleared only days [15] Under 5% marrow Not separately reported 81% cleared blasts [18] 5% or more marrow Not separately reported 46% remission blasts [18] Overt relapse, Median survival 7.7 34% remission randomised months [11] Early relapse, phase Median relapse-free 5.9 43% remission II months [14] Table 2: Reported response and durability by disease burden at treatment Moving the agent earlier: If efficacy scales inversely with burden, the logical response is to use the agent before burden accumulates, and two randomised trials tested exactly that in first relapse. Consolidation with the bispecific agent rather than chemotherapy after reinduction improved disease-free survival in children, adolescents and young adults [29], and a parallel trial reported improved event-free survival in high-risk first relapse [28].

Both trials placed the agent where residual disease rather than overt leukaemia was the target, which is the setting the burden gradient predicts it should work best [15,18]. Both also used it as a bridge to transplantation rather than as definitive therapy [28,29].

Age and lineage biology shape how these results transfer. Adolescents and young adults occupy a boundary between paediatric and adult protocols [31,32], and the genetic landscape of the disease differs materially between children and adults [30], so a result established in one age group should not be assumed in the other.

Trial setting Comparison Reported outcome

Molecular disease 16 of 21 cleared residual Single arm after consolidation disease [15] High-risk first Against Improved event-free relapse, paediatric chemotherapy survival [28] First relapse Against Improved disease-free consolidation chemotherapy survival [29] Relapsed or Against Survival 7.7 against 4.0 refractory, adult chemotherapy months [11]

Table 3: Where the agent has been tested, and what each setting reported[image: Table 3: Where the agent has been tested, and what each setting reported]
The randomised result is genuine and modest. Median survival of 7.7 months against 4.0 is a hazard ratio of 0.71 in a population with almost no other options [11], and it was the first immunotherapy to show a survival benefit here [12]. It is also less than a year.

The burden data suggest why. In one cohort treated at a single set of centres, response was 46 per cent above the 5 per cent blast threshold and 81 per cent below it [18]. In the molecular disease setting, 16 of 21 patients cleared and 78 per cent remained relapse-free beyond a year [15]. The licensed indication for relapsed disease describes the setting in which the agent works least well.

Why burden should matter mechanistically

The molecule works by bringing an effector T cell into contact with a target cell [8,9]. Two consequences follow from a high blast burden. The ratio of available effectors to targets falls, and the cytokine released on lysis rises with the number of cells killed, which is the proximate cause of the syndrome that limits dosing [8,19].

The absence of cytokine release syndrome in a real-world cohort treated predominantly for low burden supports that reading [18], as does the standard practice of stepped dosing during the first cycle [10,13]. If burden is the constraint, then debulking before treatment is a rational strategy rather than a delay.

Sequencing against cellular therapy

Both this agent and CD19-directed chimeric antigen receptor T cells target the same antigen, and the order in which they are given is unresolved [24,25]. Whether prior exposure to one compromises the other through competitive inhibition, antigen escape or T-cell exhaustion has been raised as an open question rather than answered [26].

Case-level evidence exists in both directions. Remission has been reported with the bispecific agent after failure of cellular therapy [26], and the bispecific agent is widely used as a bridge to cellular therapy or to transplantation because it does not require manufacture time [10,24]. Antigen loss remains the shared vulnerability of both approaches [25,27].

Study limitations

The limitations belong to the underlying literature. The randomised trial enrolled Philadelphia-negative adults, and the Philadelphia-positive evidence is single-arm [11,13,16]. Response criteria differ between studies, with complete remission, complete remission with partial recovery, and molecular clearance all reported as response [14,15,18]. The burden comparison derives from one retrospective series of 39 patients treated in a compassionate or off-label setting, in which allocation to the two aims was by clinician judgement rather than randomisation [18]. Real-world cohorts exclude patients enrolled in trials, so they are selected in ways that are not documented [18]. And follow-up in the molecular disease study reached a median of 405 days, which is short relative to the relapse risk in this population [15,20].

Two gaps deserve naming. No trial has randomised treatment by disease burden, so the recommendation to debulk before treatment rests on observed gradients rather than on comparison [15,18]. And no study reviewed here establishes the optimal sequence relative to cellular therapy, despite both targeting the same antigen [24,26].

Conclusion

Bispecific T-cell engager therapy improved median overall survival from 4.0 to 7.7 months and doubled complete remission from 16 to 34 per cent against chemotherapy in relapsed or refractory B-cell precursor acute lymphoblastic leukaemia, the first immunotherapy to show a survival benefit in this setting. Efficacy scales inversely with disease burden: in one cohort, 46 per cent achieved remission with 5 per cent or more marrow blasts against 81 per cent clearing residual disease below that threshold, and where only molecular disease remained 16 of 21 patients cleared, 12 of them refractory to prior chemotherapy, with 78 per cent relapse-free beyond a year. Toxicity in routine paediatric use was modest, with no cytokine release syndrome and no toxic deaths in a low-burden population. The agent performs best where least disease remains, which is not the setting its principal indication describes. Randomised trials moving it into first relapse consolidation, where residual disease rather than overt leukaemia is the target, report improved event-free and disease-free survival, which is what the burden gradient would predict [28,29].

The practical inference for a patient in overt relapse is that reducing burden before treatment is a rational step rather than a delay, though no trial has randomised that question [15,18]. And the sequence relative to cellular therapy, which targets the same antigen, remains unresolved despite both being in routine use [24,26].

Acknowledgements

The authors thank the trial groups and multicentre networks whose published cohorts form the substance of this article.

Funding

No dedicated funding from public, commercial or charitable sources supported this review.

Conflict of Interest

The authors declare no competing interests.

Ethics Statement

This article reviews previously published studies only. No new patient data were collected and no participants were recruited, so ethical approval was not required.

References
	Hunger, SP., Mullighan, CG. (2015) Acute lymphoblastic leukemia in children. N Engl J Med, 373(16): 1541-1552.

	Pui, CH., Yang, JJ., Hunger, SP., Pieters, R., Schrappe, M., Biondi, A., et al. (2015) Childhood acute lymphoblastic leukemia: progress through collaboration. J Clin Oncol, 33(27): 2938-2948.

	Locatelli, F., Schrappe, M., Bernardo, ME., Rutella, S. (2012) How I treat relapsed childhood acute lymphoblastic leukemia. Blood, 120(14): 2807-2816.

	Parker, C., Waters, R., Leighton, C., Hancock, J., Sutton, R., Moorman, AV., et al. (2010) Effect of mitoxantrone on outcome of children with first relapse of acute lymphoblastic leukaemia (ALL R3): an open-label randomised trial. Lancet, 376(9757): 2009-2017.

	Gökbuget, N., Stanze, D., Beck, J., Diedrich, H., Horst, HA., Hüttmann, A., et al. (2012) Outcome of relapsed adult lymphoblastic leukemia depends on response to salvage chemotherapy, prognostic factors, and performance of stem cell transplantation. Blood, 120(10): 2032-2041.

	Paul, S., Kantarjian, H., Jabbour, EJ. (2016) Adult acute lymphoblastic leukemia. Mayo Clin Proc, 91(11): 1645-1666.

	Fielding, AK., Richards, SM., Chopra, R., Lazarus, HM., Litzow, MR., Buck, G., et al. (2007) Outcome of 609 adults after relapse of acute lymphoblastic leukemia (ALL); an MRC UKALL12/ECOG 2993 study. Blood, 109(3): 944-950.

	Nagorsen, D., Kufer, P., Baeuerle, PA., Bargou, R. (2012) Blinatumomab: a historical perspective. Pharmacol Ther, 136(3): 334-342.

	Bargou, R., Leo, E., Zugmaier, G., Klinger, M., Goebeler, M., Knop, S., et al. (2008) Tumor regression in cancer patients by very low doses of a T cell-engaging antibody. Science, 321(5891): 974-977.

	Jabbour, E., Dull, J., Yilmaz, M., Khoury, JD., Ravandi, F., Jain, N., et al. (2018) Outcome of patients with relapsed/refractory acute lymphoblastic leukemia after blinatumomab failure: no change in the level of CD19 expression. Am J Hematol, 93(3): 371-374.

	Kantarjian, H., Stein, A., Gökbuget, N., Fielding, AK., Schuh, AC., Ribera, JM., et al. (2017) Blinatumomab versus chemotherapy for advanced acute lymphoblastic leukemia. N Engl J Med, 376(9): 836-847.

	Advani, AS. (2017) Blinatumomab in advanced acute lymphoblastic leukemia: a brighter therapeutic outlook. ASCO Post.

	Przepiorka, D., Ko, CW., Deisseroth, A., Yancey, CL., Candau-Chacon, R., Chiu, HJ., et al. (2018) FDA supplemental approval: blinatumomab for treatment of relapsed and refractory precursor B-cell acute lymphoblastic leukemia. Oncologist, 23(11): 1366-1371.

	Topp, MS., Gökbuget, N., Stein, AS., Zugmaier, G., O’Brien, S., Bargou, RC., et al. (2015) Safety and activity of blinatumomab for adult patients with relapsed or refractory B-precursor acute lymphoblastic leukaemia: a multicentre, single-arm, phase 2 study. Lancet Oncol, 16(1): 57-66.

	Topp, MS., Kufer, P., Gökbuget, N., Goebeler, M., Klinger, M., Neumann, S., et al. (2011) Targeted therapy with the T-cell-engaging antibody blinatumomab of chemotherapy-refractory minimal residual disease in B-lineage acute lymphoblastic leukemia patients results in high response rate and prolonged leukemia-free survival. J Clin Oncol, 29(18): 2493-2498.

	Martinelli, G., Boissel, N., Chevallier, P., Ottmann, O., Gökbuget, N., Topp, MS., et al. (2017) Complete hematologic and molecular response in adult patients with relapsed/refractory Philadelphia chromosome-positive B-precursor acute lymphoblastic leukemia following treatment with blinatumomab: results from a phase II, single-arm, multicenter study. J Clin Oncol, 35(16): 1795-1802.

	von Stackelberg, A., Locatelli, F., Zugmaier, G., Handgretinger, R., Trippett, TM., Rizzari, C., et al. (2016) Phase I/phase II study of blinatumomab in pediatric patients with relapsed/refractory acute lymphoblastic leukemia. J Clin Oncol, 34(36): 4381-4389.

	Contardi, E., Ricci, F., Nasillo, V., Roncarati, C., Sartor, C., Papayannidis, C., et al. (2022) Blinatumomab in children and adolescents with relapsed/refractory B cell precursor acute lymphoblastic leukemia: a real-life multicenter retrospective study in seven AIEOP centers. Cancers (Basel), 14(1): 97.

	Teachey, DT., Rheingold, SR., Maude, SL., Zugmaier, G., Barrett, DM., Seif, AE., et al. (2013) Cytokine release syndrome after blinatumomab treatment related to abnormal macrophage activation. Blood, 121(26): 5154-5157.

	Brüggemann, M., Raff, T., Kneba, M. (2012) Has MRD monitoring superseded other prognostic factors in adult ALL? Blood, 120(23): 4470-4481.

	Conter, V., Bartram, CR., Valsecchi, MG., Schrauder, A., Panzer-Grümayer, R., Möricke, A., et al. (2010) Molecular response to treatment redefines all prognostic factors in children and adolescents with B-cell precursor acute lymphoblastic leukemia: results in 3184 patients of the AIEOP-BFM ALL 2000 study. Blood, 115(16): 3206-3214.

	Campana, D., Pui, CH. (2017) Minimal residual disease-guided therapy in childhood acute lymphoblastic leukemia. Blood, 129(14): 1913-1918.

	Gökbuget, N., Dombret, H., Bonifacio, M., Reichle, A., Graux, C., Faul, C., et al. (2018) Blinatumomab for minimal residual disease in adults with B-cell precursor acute lymphoblastic leukemia. Blood, 131(14): 1522-1531.

	Jabbour, E., Kantarjian, H. (2021) Immunotherapy in adult acute lymphoblastic leukemia: the role of monoclonal antibodies. Blood Adv, 5(24): 5580-5588.

	Maude, SL., Laetsch, TW., Buechner, J., Rives, S., Boyer, M., Bittencourt, H., et al. (2018) Tisagenlecleucel in children and young adults with B-cell lymphoblastic leukemia. N Engl J Med, 378(5): 439-448.

	Tambaro, FP., Khazal, S., Nunez, C., Ragoonanan, D., Tewari, P., Petropoulos, D., et al. (2020) Complete remission in refractory acute lymphoblastic leukemia using blinatumomab after failure of response to CD-19 chimeric antigen receptor T-cell therapy. Clin Case Rep, 8(9): 1678-1681.

	Sotillo, E., Barrett, DM., Black, KL., Bagashev, A., Oldridge, D., Wu, G., et al. (2015) Convergence of acquired mutations and alternative splicing of CD19 enables resistance to CART-19 immunotherapy. Cancer Discov, 5(12): 1282-1295.

	Locatelli, F., Zugmaier, G., Rizzari, C., Morris, JD., Gruhn, B., Klingebiel, T., et al. (2021) Effect of blinatumomab vs chemotherapy on event-free survival among children with high-risk first-relapse B-cell acute lymphoblastic leukemia: a randomized clinical trial. JAMA, 325(9): 843-854.

	Brown, PA., Ji, L., Xu, X., Devidas, M., Hogan, LE., Borowitz, MJ., et al. (2021) Effect of postreinduction therapy consolidation with blinatumomab vs chemotherapy on disease-free survival in children, adolescents, and young adults with first relapse of B-cell acute lymphoblastic leukemia: a randomized clinical trial. JAMA, 325(9): 833-842.

	Roberts, KG. (2018) Genetics and prognosis of ALL in children vs adults. Hematology Am Soc Hematol Educ Program, 2018: 137-145.

	Boissel, N., Baruchel, A. (2018) Acute lymphoblastic leukemia in adolescent and young adults: treat as adults or as children? Blood, 132(4): 351-361.

	Curran, E., Stock, W. (2015) How I treat acute lymphoblastic leukemia in older adolescents and young adults. Blood, 125(24): 3702-3710.


Copyright (c) 2026 . This article is distributed under the CC BY 4.0 licence.
Cite as: Steiner J, Fabbri C, Vogel M. Bispecific T-Cell Engager Therapy in Relapsed Acute Lymphoblastic Leukemia: A Review of Published Cohorts. Annals of Leukemia Research. 2026;7(1):13-18. https://doi.org/10.5281/zenodo.22247744
OEBPS/images/f4.jpg
release [8,18].

TOXICITY IN REAL-WORLD PAEDIATRIC USE

& 34.8%

Eaol

g

20

13

2101

i none none
Grade 3 or higher Cytoking release Toxic dieaths

‘adverse events syndrome.





OEBPS/images/f3.jpg
pure sel

per cent of 21 treated patients
3 &8 8 8

ection [15].

OUTCOME WHEN ONLY MOLECULAR DISEASE REMAINS

76% 78%

Cleared residual Relapse-free at
disease

median follow-up





OEBPS/nav.xhtml
Contents

		Bispecific T-Cell Engager Therapy in Relapsed Acute Lymphoblastic Leukemia: A Review of Published Cohorts





OEBPS/images/f5.jpg
Discussion





OEBPS/images/f2.jpg
disease studies report independently [15,23].

RESPONSE DEPENDS ON DISEASE BURDEN
100+

| 81%

60-

0-

Response rate (%

20-

cohort, 39 children and adole:
ol

5% or more marrow blasts Under 5% marrow blasts

{complete remission) (residual disease cleared)





OEBPS/images/f1.jpg
survival was 5.9 months (95% CI 4.8-8.3) and median overall
survival 6.1 months (95% CI 4.2-7.5) [14].

THE RANDOMISED COMPARISON IN OVERT RELAPSE

el engager

hazard ratio 0.71, p = 0,012
- Standard chemotherapy

34.0

Value as labelied

7.7

| =

Median overall survival
(months) %)

Complete remission






