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Abstract
Unlike hereditary hemophilia, acquired hemophilia is a rare life-threatening bleeding disorder that occurs in
a person who has no personal or family history of bleeding episodes. It usually presents with new-onset
subcutaneous/joint/muscle bleeding causing ecchymoses and hematomas, hematuria, GI bleeding,
retroperitoneal bleeding, or rarely acute intracranial hemorrhage in elderly individuals. The diagnosis
involves assessing prolonged activated partial thromboplastin time (aPTT) and conducting mixing studies
after ruling out lupus anticoagulants and interfering substances such as heparins. Management consists of
controlling hemostasis using recombinant activated factor VII (rFVIIa) and activated prothrombin complex
concentrates (aPCC), along with eradicating autoantibodies against factor VIII from the body system using
immunosuppressive therapies. Due to the risk of uncontrolled bleeding in individuals who were previously
normal, delayed diagnoses and recurrences are not uncommon, potentially resulting in unfavorable
outcomes.
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Introduction
Acquired hemophilia A (AHA) is a rare life-threatening bleeding disorder caused by malfunctioning factor
VIII due to the abnormal production of autoantibodies against factor VIII [1,2]. Physiologically, factor VIIIa
functions as a vital cofactor, forming a tenase complex with factor IXa and calcium in the intrinsic pathway.
This complex activates factor X to factor Xa, which is essential for the downstream activation of the common
pathway involving prothrombin, fibrinogen, and factor XII in the coagulation cascade. Additionally, factor
VIII undergoes proteolytic cleavage leading to the removal of a significant portion of the B domain,
resulting in the formation of a heterodimer that tightly circulates in complex with von Willebrand factor
(vWF) through the heterodimerization of heavy (A1 and A2 domains) and light (A3, C1, and C2 domains)
chains. In the event of vascular insults, additional proteolytic processing of the complex generates activated
factor VIIIa (fVIIIa), a heterotrimer (A1/A2/A3-C1-C2) that dissociates from vWF and binds to activated
platelets [3,4]. In AHA, these autoantibodies specifically bind to A2, A3, or C2 domains with epitope
specificity, preventing interaction with vWF, thrombin, activated factor IX, and/or factor X [4-6]. It is also
known that some of these autoantibodies can possess proteolytic properties that decrease the factor VIIIa
levels in the blood, resulting in the impairment of both the quantity and quality of factor VIIIa [7].

According to Gawryl and Hoyer, these autoantibodies, primarily of the IgG-type, attack the A2, A3, and C2
domains. Anti-C2 inhibitors disrupt the binding of FVIII to phospholipids and vWF, while A2 and A3
inhibitors impede the binding of FVIII to factor X (FX) and FIXa, respectively, hindering the formation of the
Xase complex. They bind to FVIII in a type II pharmacokinetic fashion, resulting in initial non-linear rapid
inactivation, followed by a slower phase of inactivation, leading to the incomplete inhibition of FVIII
activity. Consequently, FVIII activity is not completely suppressed, displaying a partial inhibition pattern
due to these autoantibodies. This differs from type I pharmacokinetics, where FVIII activity is completely
inactivated, as observed in hemophilia A patients. They acquire alloantibodies from multiple blood
transfusions, and these alloantibodies can totally abolish the factor VIII activity [1,5,8]. 

In contrast to hemophilia A which can result in the development of alloantibodies in approximately 5-20%
of severe cases with repeated blood transfusion, acquired hemophilia is estimated to occur in one in a
million population per year. However, the exact incidence is not known due to the rarity of the disease, and
most data come from retrospective case reports or case series [5,9]. It typically affects elderly individuals in
an equal male-to-female ratio, unlike the X-link recessive male-predominant fashion seen in congenital
hemophilia A [9,10].

While approximately 50% of the AHA cases do not have any underlying disease process, it can be associated
with autoimmune disorders (systemic lupus erythematosus, rheumatoid arthritis, Sjo ̈gren's syndrome, etc.),
malignancy (lymphoproliferative malignancies), pregnancy, and postpartum period. Some immune
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checkpoint inhibitors (pembrolizumab, etc.) are reported to have AHA after the initiation of the treatment,
but underlying mechanisms are not fully understood [1,8,11]. It is postulated that AHA is closely linked with
certain polymorphisms in CTLA4, F8 gene, or DRB1*15 HLA class II [7,12].

AHA typically presents with new-onset symptoms of subcutaneous, joint, or muscle bleeding, hematuria, GI
bleeding, retroperitoneal bleeding, or, rarely, sudden acute intracranial hemorrhage [10,13]. The diagnosis
entails evaluating prolonged activated partial thromboplastin time (aPTT) and performing mixing studies
following the exclusion of lupus anticoagulants and interfering substances like heparins. Differentials
comprise prolonged aPTT attributable to vitamin K deficiency, anticoagulants, antiphospholipid syndrome,
disseminated intravascular coagulation, acquired vWF deficiency, etc. Due to the possible uncontrolled
bleeding in individuals without a previous history of bleeding disorder, delayed diagnosis and management
are common, which can lead to serious morbidity and mortality in these patients.

According to the European Acquired Hemophilia Registry (EACH2), the average time to diagnosis is within
one week. However, in a study conducted by Pardos-Gea et al., the median time to first diagnosis is 19 days,
primarily due to the use of anticoagulants [14]. After the discontinuation of immunosuppressive therapy,
recurrences are not uncommon, with approximately 25% of patients experiencing a relapse, having a median
time to relapse of 14.7 weeks. Mortality rates range from 6.7% to 38%, attributed to fatal bleeding from the
disease itself and infections due to immunosuppressants [15]. Therefore, we would like to present a case of
AHA who presented with new-onset symptoms of easy bruising, right knee pain, and swelling.

Case Presentation
An 83-year-old male with a medical history of hypertension, diabetes, benign prostatic hyperplasia, chronic
kidney disease, osteoarthritis, and chronic venous insufficiency presented with his right knee feeling "firm"
for a week. The patient also complained of easy bruising recently even though there was no history of falls or
trauma. He denied any recent illness/infection, hemoptysis, hematemesis, abdominal pain, and frank blood
in urine or stool.

Otherwise, review of systems was negative. There was no personal or family history of bleeding disorders.
According to the patient, this was a relatively new symptom despite taking aspirin for many years. He did
not take any other antiplatelets or anticoagulation. His other medications are amlodipine, losartan,
atorvastatin, metformin, and tamsulosin. At baseline, he uses a cane to walk because of osteoarthritis of the
knee; however, he can walk 3-4 blocks without experiencing pain or shortness of breath. On examination,
the patient was hemodynamically stable. Physical examination revealed significant for multiple 5-6
ecchymoses of 1-2 cm in size on both upper extremities and a swollen right knee with a decreased range of
motion. Laboratory tests were significant for normocytic anemia with a hemoglobin (Hgb) of 6.7 (baseline
was 11.1). His international normalized ratio (INR) was 1.3, and his aPTT was more than 100 seconds with a
normal platelet count of 450k. The hemolytic workup such as haptoglobin, lactate dehydrogenase (LDH), and
peripheral blood smear was unremarkable. Serum protein electrophoresis (SPEP)/serum immunofixation
and hepatitis labs were negative as were signs of autoimmune vasculitis. Imaging of the right knee was
consistent with joint effusion. Whole-body CT scans were negative for any lymphoproliferative disorder or
underlying malignancy.

Aspirin was immediately discontinued. Supportive transfusions and vitamin K were administered initially
due to a very high aPTT of >100 seconds. After administering four units of fresh frozen plasma (FFP), aPTT
was consistently >100 seconds and did not correct with mixing studies after ruling out lupus anticoagulants,
suggesting acquired hemophilia. The blood bank was contacted to start the patient on the bypassing agent
rFVII 90 mcg/kg every four hours along with steroids. Factor VIII levels were less than 1, with a high titer of
factor VIII inhibitor, 438.5 Bethesda unit (BU/ml), reported (factor VIII inhibitor level in a normal individual
is normally less than 0.5 BU/ml). He was diagnosed with idiopathic acquired hemophilia and started on

rituximab 375 mg/m2 IV once weekly for four weeks according to the GTH registry study, alongside
supportive rFVII therapy. rFVII was later replaced with IV tranexamic acid as aPTT slowly improved after
treatment (Figure 1). He was also prescribed Bactrim for Pneumocystis jirovecii pneumonia (PJP) prophylaxis
due to prolonged steroid use while monitoring his potassium and kidney function at outpatient follow-
ups. The patient was discharged on a steroid taper regimen with outpatient follow-up at the hematology
clinic, and he continued to do well with a normal aPTT.
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FIGURE 1: aPTT response to prednisone and rituximab therapy
aPTT: activated partial thromboplastin time

Discussion
Diagnosis of AHA is a complex, multi-step process that necessitates clinical suspicion and a thorough
evaluation of patient history and physical examination. In the literature reviews, most AHA patients present
with acute onset of bleeding or ecchymoses [1,9,10]. In our case, the patient is an elderly man with no
previous history of bleeding or clotting disorders, who presented with a new onset of easy bruising and
ecchymoses. His medical history was negative for an autoimmune disorder, solid cancer or
lymphoproliferative disorder, chronic bleeding/clotting disorder, and a family history of hemophilia, and he
was not taking any new blood thinners or medications.

If the laboratory evaluation revealed normal platelet counts and prolonged aPTT levels on repeated tests,
one should obtain a mixing study using a 50:50 mix of patient plasma with normal plasma including a two-
hour incubation at 37°C, factor VIII activity, and Nijmegen-modified Bethesda assay for antibody titer level.
In the mixing study, if an inhibitor exists, the aPTT remains prolonged. Conversely, in the absence of an
inhibitor, the factor amount in the control plasma adequately corrects the aPTT to the normal range. Other
coagulation factor levels and vWF levels, antiphospholipid antibodies, autoimmune tests such as rheumatoid
factor, ANA panels, and viral panels such as Epstein-Barr virus (EBV), cytomegalovirus (CMV), and hepatitis
profiles should also be tested to rule out the other coagulation factor deficiencies or possible underlying
causes.

If either the mixing study or factor VIII activity is suggestive of AHA, treatment for bleeding control can be
initiated while awaiting confirmatory test results.

Management of the AHA involves the management of hemostasis with bypassing agents and the eradication
of autoantibodies with immunosuppressive therapy. Due to the rarity of the disease, the management of
such cases relies on the 2020 international consensus recommendation rather than a specific management
guideline [16].

If active bleeding is suspected, the recommendations are to start on recombinant activated factor VII
(rFVIIa), prothrombin complex concentrate (PCC), or recombinant porcine factor VIII instead of human
FVIII concentrates or desmopressin (DDAVP). The decision should not depend on the antibody titer level or
FVIII activity because of the type II pharmacokinetic as we explained above. New medications like
emicizumab, which is a bispecific IgG4 antibody that binds to factor IXa and factor X, mimic the function of
normal FVIII. It is registered for bleeding prophylaxis in congenital hemophilia A but lacks data in AHA
patients.

For the eradication of autoantibodies, immunosuppressive therapy is recommended by 2020 international
recommendation. Steroids (prednisolone) should be started if the Bethesda unit is less than 20 BU/ml with
FVIII activity ≥1 IU/dL, with rituximab or cyclophosphamide added if the patient is not responding well to
steroids. If Bethesda units exceed 20 BU/ml with FVIII activity ≥1 IU/dL, the GTH registry study recommends
combining steroids with cyclophosphamide or rituximab. The study found that achieving partial remission
within 21 days of steroid therapy was improbable, with a negative predictive value of 84%, for patients
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presenting with FVIII levels below 1% or an inhibitor titer exceeding 20 BU [17].

CyDRi (cyclophosphamide, dexamethasone, and rituximab) combination therapy was assessed in a
retrospective cohort study involving 32 patients across two institutions. The outcomes revealed a
satisfactory result, with a durable complete response rate of 96.9%. However, treatment-related
complications, such as infections stemming from cytopenia, were observed [18]. Over the last 20 years, the
anti-CD20 monoclonal antibody rituximab has been effective in the management of certain autoimmune
diseases and cancers. There have been retrospective studies performed on treating AHA patients who have
high Bethesda unit (>100BU/ml) with rituximab, and in these patients, rituximab therapy has been an
effective agent in achieving a similar response (complete response or partial remission) with a better safety
profile than other immunosuppressive agents [19-21]. Intravenous immunoglobulin (IVIG) therapy and
single-agent mycophenolate mofetil or cyclophosphamide were also investigated, but these medications
need comparative study with currently recommended regimens [22,23]. 

Conclusions
AHA is a rare coagulation disorder, affecting approximately one in a million people, and may entail a
significant mortality rate due to its prevalence among elderly patients with multiple comorbidities, often
including the use of multiple medications, including blood thinners. Consequently, the manifestation of
AHA can mimic other bleeding or clotting disorders or medication side effects, potentially leading to
delayed diagnosis and unfavorable patient outcomes. Therefore, when the aPTT level is abnormal, it is
crucial to determine the underlying cause, given the broad and potentially life-threatening differential
diagnosis, which includes conditions such as vitamin K deficiency, anticoagulants, antiphospholipid
syndrome, disseminated intravascular coagulation, and acquired vWF deficiency. The diagnostic algorithm
begins with evaluating prolonged aPTT and conducting mixing studies while ruling out lupus anticoagulants
and inquiring about medications or substances that can prolong aPTT levels. Maintaining a high level of
clinical suspicion, conducting timely investigations, involving a multidisciplinary team, and promptly
initiating treatment are crucial for managing AHA patients, particularly in complex cases with multiple
comorbidities. Further research and evidence are crucial to improving the management of AHA, particularly
through the exploration of combination therapies and the development of novel approaches.

Additional Information
Author Contributions
All authors have reviewed the final version to be published and agreed to be accountable for all aspects of the
work.

Concept and design:  Soe P. Winn, Stephen Peeke, Fizza Mohsin

Acquisition, analysis, or interpretation of data:  Soe P. Winn, Fizza Mohsin

Drafting of the manuscript:  Soe P. Winn, Fizza Mohsin

Critical review of the manuscript for important intellectual content:  Soe P. Winn, Stephen Peeke,
Fizza Mohsin

Supervision:  Stephen Peeke

Disclosures
Human subjects: Consent was obtained or waived by all participants in this study. Conflicts of interest: In
compliance with the ICMJE uniform disclosure form, all authors declare the following: Payment/services
info: All authors have declared that no financial support was received from any organization for the
submitted work. Financial relationships: All authors have declared that they have no financial
relationships at present or within the previous three years with any organizations that might have an
interest in the submitted work. Other relationships: All authors have declared that there are no other
relationships or activities that could appear to have influenced the submitted work.

Acknowledgements
The authors thank Omair Khan, MD, for contributing to the article.

References
1. Green D, Lechner K: A survey of 215 non-hemophilic patients with inhibitors to factor VIII . Thromb

Haemost. 1981, 45:200-3.
2. Hay CR, Negrier C, Ludlam CA: The treatment of bleeding in acquired haemophilia with recombinant factor

VIIa: a multicentre study. Thromb Haemost. 1997, 78:1463-7.
3. Fulcher CA, de Graaf Mahoney S, Roberts JR, Kasper CK, Zimmerman TS: Localization of human factor FVIII

2024 Winn et al. Cureus 16(6): e62407. DOI 10.7759/cureus.62407 4 of 5

javascript:void(0)
javascript:void(0)
javascript:void(0)
javascript:void(0)
https://pubmed.ncbi.nlm.nih.gov/6792737/?utm_medium=email&utm_source=transaction
https://pubmed.ncbi.nlm.nih.gov/9423795/?utm_medium=email&utm_source=transaction
https://dx.doi.org/10.1073/pnas.82.22.7728?utm_medium=email&utm_source=transaction


inhibitor epitopes to two polypeptide fragments. Proc Natl Acad Sci U S A. 1985, 82:7728-32.
10.1073/pnas.82.22.7728

4. Fay PJ, Scandella D: Human inhibitor antibodies specific for the factor VIII A2 domain disrupt the
interaction between the subunit and factor IXa. J Biol Chem. 1999, 274:29826-30. 10.1074/jbc.274.42.29826

5. Gawryl MS, Hoyer LW: Inactivation of factor VIII coagulant activity by two different types of human
antibodies. Blood. 1982, 60:1103-9.

6. Scandella D: Epitope specificity and inactivation mechanisms of factor VIII inhibitor antibodies . Vox Sang.
1999, 77:17-20. 10.1159/000056708

7. Mahendra A, Padiolleau-Lefevre S, Kaveri SV, Lacroix-Desmazes S: Do proteolytic antibodies complete the
panoply of the autoimmune response in acquired haemophilia A?. Br J Haematol. 2012, 156:3-12.
10.1111/j.1365-2141.2011.08890.x

8. Ma AD, Carrizosa D: Acquired factor VIII inhibitors: pathophysiology and treatment . Hematology Am Soc
Hematol Educ Program. 2006, 432-7. 10.1182/asheducation-2006.1.432

9. Collins P, Macartney N, Davies R, Lees S, Giddings J, Majer R: A population based, unselected, consecutive
cohort of patients with acquired haemophilia A. Br J Haematol. 2004, 124:86-90. 10.1046/j.1365-
2141.2003.04731.x

10. Collins PW, Hirsch S, Baglin TP, et al.: Acquired hemophilia A in the United Kingdom: a 2-year national
surveillance study by the United Kingdom Haemophilia Centre Doctors' Organisation. Blood. 2007,
109:1870-7. 10.1182/blood-2006-06-029850

11. Moore DC, Elmes JB, Arnall JR, Strassels SA, Patel JN: Immune checkpoint inhibitor-induced acquired
haemophilia: a pharmacovigilance analysis of the FDA adverse event reporting system. Haemophilia. 2022,
28:e145-8. 10.1111/hae.14632

12. Pavlova A, Delev D, Lacroix-Desmazes S, et al.: Impact of polymorphisms of the major histocompatibility
complex class II, interleukin-10, tumor necrosis factor-alpha and cytotoxic T-lymphocyte antigen-4 genes
on inhibitor development in severe hemophilia A. J Thromb Haemost. 2009, 7:2006-15. 10.1111/j.1538-
7836.2009.03636.x

13. Kruse-Jarres R, Kempton CL, Baudo F, et al.: Acquired hemophilia A: updated review of evidence and
treatment guidance. Am J Hematol. 2017, 92:695-705. 10.1002/ajh.24777

14. Pardos-Gea J, Fernández-Díaz N, Parra R, Cortina V, Altisent C: Diagnostic delay in acquired haemophilia:
analysis of causes and consequences in a 20-year Spanish cohort. Haemophilia. 2018, 24:e163-6.
10.1111/hae.13499

15. Pishko AM, Doshi BS: Acquired hemophilia A: current guidance and experience from clinical practice . J
Blood Med. 2022, 13:255-65. 10.2147/JBM.S284804

16. Tiede A, Collins P, Knoebl P, et al.: International recommendations on the diagnosis and treatment of
acquired hemophilia A. Haematologica. 2020, 105:1791-801. 10.3324/haematol.2019.230771

17. Tiede A, Klamroth R, Scharf RE, et al.: Prognostic factors for remission of and survival in acquired
hemophilia A (AHA): results from the GTH-AH 01/2010 study. Blood. 2015, 125:1091-7. 10.1182/blood-
2014-07-587089

18. Simon B, Ceglédi A, Dolgos J, et al.: Combined immunosuppression for acquired hemophilia A: CyDRi is a
highly effective low-toxicity regimen. Blood. 2022, 140:1983-92. 10.1182/blood.2022016873

19. Boles JC, Key NS, Kasthuri R, Ma AD: Single-center experience with rituximab as first-line
immunosuppression for acquired hemophilia. J Thromb Haemost. 2011, 9:1429-31. 10.1111/j.1538-
7836.2011.04345.x

20. Field JJ, Fenske TS, Blinder MA: Rituximab for the treatment of patients with very high-titre acquired factor
VIII inhibitors refractory to conventional chemotherapy. Haemophilia. 2007, 13:46-50. 10.1111/j.1365-
2516.2006.01342.x

21. Lévesque H, Viallard JF, Houivet E, et al.: Cyclophosphamide vs rituximab for eradicating inhibitors in
acquired hemophilia A: a randomized trial in 108 patients. Thromb Res. 2024, 237:79-87.
10.1016/j.thromres.2024.03.012

22. Obaji S, Rayment R, Collins PW: Mycophenolate mofetil as adjunctive therapy in acquired haemophilia A .
Haemophilia. 2019, 25:e59-65. 10.1111/hae.13658

23. Zeitler H, Ulrich-Merzenich G, Hess L, et al.: Treatment of acquired hemophilia by the Bonn-Malmo
Protocol: documentation of an in vivo immunomodulating concept. Blood. 2005, 105:2287-93.
10.1182/blood-2004-05-1811

2024 Winn et al. Cureus 16(6): e62407. DOI 10.7759/cureus.62407 5 of 5

https://dx.doi.org/10.1073/pnas.82.22.7728?utm_medium=email&utm_source=transaction
https://dx.doi.org/10.1074/jbc.274.42.29826?utm_medium=email&utm_source=transaction
https://dx.doi.org/10.1074/jbc.274.42.29826?utm_medium=email&utm_source=transaction
https://pubmed.ncbi.nlm.nih.gov/6181833/?utm_medium=email&utm_source=transaction
https://dx.doi.org/10.1159/000056708?utm_medium=email&utm_source=transaction
https://dx.doi.org/10.1159/000056708?utm_medium=email&utm_source=transaction
https://dx.doi.org/10.1111/j.1365-2141.2011.08890.x?utm_medium=email&utm_source=transaction
https://dx.doi.org/10.1111/j.1365-2141.2011.08890.x?utm_medium=email&utm_source=transaction
https://dx.doi.org/10.1182/asheducation-2006.1.432?utm_medium=email&utm_source=transaction
https://dx.doi.org/10.1182/asheducation-2006.1.432?utm_medium=email&utm_source=transaction
https://dx.doi.org/10.1046/j.1365-2141.2003.04731.x?utm_medium=email&utm_source=transaction
https://dx.doi.org/10.1046/j.1365-2141.2003.04731.x?utm_medium=email&utm_source=transaction
https://dx.doi.org/10.1182/blood-2006-06-029850?utm_medium=email&utm_source=transaction
https://dx.doi.org/10.1182/blood-2006-06-029850?utm_medium=email&utm_source=transaction
https://dx.doi.org/10.1111/hae.14632?utm_medium=email&utm_source=transaction
https://dx.doi.org/10.1111/hae.14632?utm_medium=email&utm_source=transaction
https://dx.doi.org/10.1111/j.1538-7836.2009.03636.x?utm_medium=email&utm_source=transaction
https://dx.doi.org/10.1111/j.1538-7836.2009.03636.x?utm_medium=email&utm_source=transaction
https://dx.doi.org/10.1002/ajh.24777?utm_medium=email&utm_source=transaction
https://dx.doi.org/10.1002/ajh.24777?utm_medium=email&utm_source=transaction
https://dx.doi.org/10.1111/hae.13499?utm_medium=email&utm_source=transaction
https://dx.doi.org/10.1111/hae.13499?utm_medium=email&utm_source=transaction
https://dx.doi.org/10.2147/JBM.S284804?utm_medium=email&utm_source=transaction
https://dx.doi.org/10.2147/JBM.S284804?utm_medium=email&utm_source=transaction
https://dx.doi.org/10.3324/haematol.2019.230771?utm_medium=email&utm_source=transaction
https://dx.doi.org/10.3324/haematol.2019.230771?utm_medium=email&utm_source=transaction
https://dx.doi.org/10.1182/blood-2014-07-587089?utm_medium=email&utm_source=transaction
https://dx.doi.org/10.1182/blood-2014-07-587089?utm_medium=email&utm_source=transaction
https://dx.doi.org/10.1182/blood.2022016873?utm_medium=email&utm_source=transaction
https://dx.doi.org/10.1182/blood.2022016873?utm_medium=email&utm_source=transaction
https://dx.doi.org/10.1111/j.1538-7836.2011.04345.x?utm_medium=email&utm_source=transaction
https://dx.doi.org/10.1111/j.1538-7836.2011.04345.x?utm_medium=email&utm_source=transaction
https://dx.doi.org/10.1111/j.1365-2516.2006.01342.x?utm_medium=email&utm_source=transaction
https://dx.doi.org/10.1111/j.1365-2516.2006.01342.x?utm_medium=email&utm_source=transaction
https://dx.doi.org/10.1016/j.thromres.2024.03.012?utm_medium=email&utm_source=transaction
https://dx.doi.org/10.1016/j.thromres.2024.03.012?utm_medium=email&utm_source=transaction
https://dx.doi.org/10.1111/hae.13658?utm_medium=email&utm_source=transaction
https://dx.doi.org/10.1111/hae.13658?utm_medium=email&utm_source=transaction
https://dx.doi.org/10.1182/blood-2004-05-1811?utm_medium=email&utm_source=transaction
https://dx.doi.org/10.1182/blood-2004-05-1811?utm_medium=email&utm_source=transaction

	A Rare Case of Hemophilia: Acquired Factor VIII Deficiency
	Abstract
	Introduction
	Case Presentation
	FIGURE 1: aPTT response to prednisone and rituximab therapy

	Discussion
	Conclusions
	Additional Information
	Author Contributions
	Disclosures
	Acknowledgements

	References


