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Rothia dentocariosa is a conditionally pathogenic bacterium that may cause infective endocarditis (IE) in selected patients and give rise to a variety of clinical complications, albeit it is not a common IE pathogen. We present the case of a patient diagnosed with Rothia dentocariosa-associated IE secondary to influenza B and thrombocytopenic purpura. The blood culture revealed Rochebacterium caries, cardiac ultrasound detected vegetation, while brain and spleen abscesses manifested and progressively deteriorated. Despite a suboptimal response to anti-infective therapy, the patient ultimately underwent aortic valve replacement. Discharge from the hospital was achieved upon control of the brain abscess and spleen abscess.
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Introduction

Rothia dentocariosa is a common gram-positive bacterium first isolated from dental caries in 1967 (1), primarily colonizing the human oropharynx and respiratory tract as well as dental surfaces and gingival plaque (2, 3). It is considered an opportunistic pathogen with low virulence, leading to relatively rare infections that are rarely reported. Infective endocarditis (IE) is the most frequently associated infection. Other infections caused by R. dentocariosa include bacteremia, sepsis, meningitis, bone and joint infections, endophthalmitis, skin and soft tissue infections, peritoneal dialysis-related peritonitis, etc (4–6). To date, only over 30 cases of IE caused by R. dentocariosa have been reported worldwidely (6–36). The latest systematic literature analysis about Rothia spp IE by Franconieri F (36) had shown aortic valves(60%) and mitral valves(46%) are the most often affected valves in instances of Rothia dentocariosa endocarditis (36). A total of 64% of patients would experience complications (36). These included neurological complications [including but not limited to cerebral embolism (6, 25, 28–30), cerebral hemorrhage (6, 11, 29), cerebellar hemorrhage (8, 24, 25, 29), intracranial hemorrhages (24), intracranial mycotic aneurysms (8, 23), brain abscesses (7, 13, 24)], cardiac/endovascular (including but not limited to aortic root abscess (9, 15, 17, 23), papillary muscle dysfunction (34), artery abdominal mycotic aneurysms (12, 15), Mycotic aneurysm on right deep femoral artery (21), visceral infarcts/ abscesses(splenic infarction (25), renal infarction (25), and others (spinal osteomyelitis (6, 19), endophthalmitis (28). Despite these numerous complications, the mortality rate is still quite low, ranging from 12% to 14% (20, 29, 36).



Case presentation

Our patient was a 40-year-old male without a particular previous medical history. On January 30, 2022, the patient was infected with the influenza B virus and then suffered from secondary lung infection, respiratory failure, and thrombocytopenic purpura. He underwent treatment of paramivir + oseltamivir, piperacillin-tazobactam and gamma globulin combined with high-dose glucocorticoid (80 mg/d of methylprednisolone for three days). After his condition improved, the patient was transferred from the superior hospital to our hospital on February 20, 2022.

Vital signs on admission were a blood pressure of 135/80 mmHg, a pulse rate of 110 beats/min, a respiratory rate of 22/min, and an axillary temperature of 38.5°C. Laboratory data were significant for a white blood cells (WBC) count of 12.65*109/L, neutrophils (percentage) of 94.2%, a C-reactive protein (CRP) concentration of 152.63 mg/L, a platelet count of 146*109/L, and an erythrocyte sedimentation rate of 87 mm/h. The patient experienced tingling when he opened his eyes, but he was unable to communicate verbally. His right limb displayed decorticated flexion while his left limb did not exhibit any tingling response. The GCS score was six and a Comma was diagnosed. In addition, the unfortunate patient had several lingual and oral ulcers. He received minocycline 100 mg q12h for his bacterial lung infection. However, he had a persistent fever with a maximum body temperature of 39°C. On February 26 (day 7 of admission), blood culture results showed Rothia dentocariosa. Cardiac ultrasound (Figure 1A) identified a 28 × 14 mm isoechoic mass attached to the left coronary leaflet of the aortic valve swinging with the cardiac cycle (entering the aorta in systole and the left ventricle in diastole) and moderate aortic valve insufficiency. The patient was started on penicillin 3.2 million U every 6 h and amikacin 0.75 g every 12 h.


[image: Figure 1]
FIGURE 1
The development process of cardiac vegetations (denoted by white arrow). (A) Shows the initial discovery of the aortic valve vegetation and (B) shows what it looks like before surgery.


After that, the patient still had intermittent fever, and there wasn't a significant decrease in WBC and CRP. Abdominal ultrasound (Figure 2A) showed multiple cystic solid masses in the spleen measuring approximately 39 × 23 mm and 31 × 19 mm, which were considered to be splenic abscesses. Brain MRI (Figure 3A/B) showed an abnormal enhancement lesion in the left occipital lobe with a large oedema zone around it, and a small abscess was initially considered. The penicillin was discontinued, and ceftriaxone 2.0 g every 12 h and rifampicin 0.3 g every 6 h were started. The patient still had an intermittent fever. Vancomycin 1.0 g every 12 h and meropenem 1.0 g every 8 h were started, and ceftriaxone combined with rifampicin was discontinued on March 20 (day 29 of admission). The patient's body temperature dropped to 36.8°C, and had no fever thereafter. The WBC and CRP gradually decreased to the normal range. During the treatment process, fasting blood glucose was slightly elevated (6–8 mmol/L), liver and kidney function remained normal, and albumin was maintained at 30–40 g/L.
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FIGURE 2
The development process of splenic abscess(denoted by white arrow). (A–C) Represent respectively the morphology of the splenic abscess when it is found at first, before surgery, and before discharge.
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FIGURE 3
The development process of brain abscess (denoted by white arrow). (A–D) Show the changes of brain abscess throughout the course of the disease separately.


On March 29 (day 38 of admission), cardiac ultrasound showed that the echo mass of the aortic valve was approximately 25 × 14 mm (Figure 1B), slightly smaller the initially evaluated. Abdominal ultrasound showed several hypoechoic masses in the spleen, the largest of which was approximately 48 × 43 mm (Figure 2B). A review of the cranial MRI (Figure 3C) showed an abnormal enhancement lesion (2.72 × 3.92 mm) in the left occipital lobe, which was smaller than the anterior one. A new similar abnormal signal was observed nearby, indicating a high probability of an abscess. According to the latest results, the size of the aortic valve vegetation did not change, and the brain abscess and spleen abscess continued to progress, so the patient was transferred to cardiac surgery, and a mechanical aortic valve replacement was carried out under general anesthesia on April 8 (day 48 of admission). Following the procedure, the patient was still taking 1.0 g of vancomycin every 12 h along with 1.0 g of meropenem every 8 h. And nine days later (day 57 of admission), they were replaced by piperacillin-tazobactam, 4.5 g every 8 h. The abnormal enhancement lesion in the left occipital lobe (Figure 3D) was smaller (1.91 × 0.5 mm) than the anterior imaging. On April 20, the abdominal ultrasound revealed multiple low-density lesions in the spleen, with the largest being 32 × 20 mm (Figure 2C), which is considerably less than the original assessment. April 28th, day 68 of admission, marked the patient's final discharge. A figure (Figure 4) was added to display the timetable and relevant information from the patients' thorough therapy.
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FIGURE 4
Detailed treatment schedule.




Discussion

The genus “Rothia” was first described in 1967 by Georg and Brown (1). In 1978 the first incidence of endocarditis caused by Rothia dentocariosa was documented (7). Thirty-four instances were found when searching medline for R. dentocariosa IE (6–36). The most recent systematic literature review on Rothia spp IE, conducted by Franconieri F (36), included information on the disease's epidemiological characteristics, clinical characteristics, course of treatment, and results. We revised Table 1's data.


TABLE 1 Clinical characteristics of patients with Rothia dentocariosa endocarditis (n = 35).
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The primary risk factor for Rothia dentocariosa IE is structural valve disease, much as IE brought on by other gram-positive bacteria. The aforementioned table indicates that 62.9% (22/35) of patients have structural valve disease and 45.7% (16/35) have oral system disease. The individuals on the list also have other risk factors, such as diabetes, hypertension, hepatobiliary disorders, high hormone dosages, and elevated neutrophils. Nevertheless, it should be highlighted that infections with Rothia dentocariosa can develop even in the absence of known risk factors. Our patient was healthy without diabetes, alcoholism, liver disease, or valvular heart disease, and he also denied oral diseases, oral procedures, or dental surgeries. Unfortunately, the patient was suffering from influenza B virus infection, thrombocytopenic purpura, high-dose hormone therapy (80 mg/d of methylprednisolone for three days), and low immune function in the body. Even worse, he developed large ulcers on the lingual and oral surfaces, indicating that Rothia dentocariosa may have entered the circulation through the ulcer surface and ultimately resulted in IE.

80.0% of the patients had a native heart valve impacted, most often the mitral (40.0%) and aortic (54.3%) valves. Two of the valves were impacted in three individuals. Only one patient had three valves involved. Systemic complications occurred in 77.1% of cases, higher than reported (36). The most frequent problems are still neurological (62.9%) and cardiovascular (22.9%). Notably, seemingly minor side effects such spondylitis, endophthalmitis, and visceral infarction/abscess actually turn out to be more common. Notwithstanding the absence of a comparator group from the same period and location, the six-month mortality rate of Rothia dentocariosa IE appears to be lower than that of traditional Gram-positive cocci endocarditis (11.4% vs. 30%–37%) (37, 38).

Up to 35% of IE patients experience symptomatic cerebrovascular consequences (39, 40), whereas up to 80% of patients experience silent cerebrovascular complications, such as ischaemia and microhaemorrhage (41, 42). Although the clinical presentation might vary, the most frequent presentations are transient ischemic attacks and ischemic strokes (43). Other manifestations include hemorrhage (intracerebral, subarachnoid), meningitis, brain abscess, encephalopathy, and infectious aneurysms. Brain abscesses (BA) are severe lesions in the course of IE, accounting for approximately 5%–7% (44). Our patient is presently the fourth person to suffer from a Rothia dentocariosa-related brain abscess. With this case, the overall number of R. dentocariosa IE complicated by brain abscess is increased to 12.9% of the cases that have been recorded.

Preventing brain abscesses depends critically on early antibiotic medication commencement and prompt detection of IE. However, the course of treatment is lengthier and ought to go at least six to eight weeks (44). For BA larger than 10 mm in diameter, a standard antibiotic course of 10 weeks is recommended. For bigger BA (≥2.5 cm), those who do not improve with antimicrobial therapy after 1–2 weeks, and in cases of hydrocephalus or notable mass effect, neurosurgery is advised (44). For this patient, the treatment for infection showed impressive results, with the brain abscess rapidly shrinking. The brain abscess was decreased to 2.72 × 3.92 mm before cardiac surgery.

IE would embolize major arterial beds. Systemic septic emboli due to IE are common in brain, spleen, lungs, kidneys, peripheries, heart, and mesentery (45). One study involving 493 patients with IE demonstrated that septic emboli was present in 57% of patients, and about 20%–50% of cases were complicated with left-sided heart valves (46). Asymptomatic infarction (47), abscess formation (48), and splenic rupture (49) are among the splenic consequences linked to IE. About 20% of patients in the EURO-ENDO registry had splenic infarcts, which are frequently asymptomatic (50). A splenic abscess may occur in as many as 5% of cases (51). This could result from either contaminated embolic plants directly seeding in the spleen or bloodborne transmission brought on by bacteria seeding in the infected spleen location. Splenic abscesses typically do not manifest in a conventional fashion. The primary indicator is a persistent fever or bacteremia that returns during or following antibiotic therapy. It is best to have an abdominal CT, MRI, or ultrasound as soon as possible (52). For splenic infarction or antibiotic-responsive abscesses, conservative medical therapy with the right antibiotics is part of the treatment for splenic problems; however, antibiotic penetration may be low in these cases. Splenectomy is a possibility if the abscess is significant, and it is important to carefully evaluate the timing of the surgery (43). There have been prior instances of splenic infarction (25) but not splenic abscess in relation to splenic problems caused by Rothia dentocariosa IE. As far as we are aware, this is the only instance of Rothia dentocariosa IE that has been further aggravated by a splenic abscess. The patient in this report did not present with any gastrointestinal symptoms, and his splenic abscess was detected through routine abdominal ultrasonic examinations. He was in danger due to poor antibiotic treatment efficacy, underwent cardiac surgery and continued to receive anti-infection treatment. Finally, the splenic abscess was controlled without surgery.

There are currently no established treatment protocols because of the rarity of IE brought on by Rothia dentocariosa. Beta-lactam antibiotics (penicillin G, amoxicillin, or ceftriaxone), aminoglycosides, beta-lactam antibiotics plus vancomycin, and vancomycin plus gentamicin are examples of empirical therapy regimens (20, 35). The treatment lasts for a median of six weeks. The Rothia were sensitive to penicillin G or A (n = 36; 97%), vancomycin (n = 25; 84%), and rifampicin (n = 12; 92%), but less sensitive to gentamicin (n = 22; 59%) and ciprofloxacin (n = 10; 50%), according to the drug sensitivity data of the Ramanande and Franconieri teams. Daptomycin resistance may exist (20), and isolates resistant to penicillin and vancomycin have surfaced (53). As a result, when a treatment plan involving beta-lactam antibiotics is implemented, MIC should be determined.

According to Dustin Greve's analysis (32) of valve material samples and in vitro cultures of strains from IE cases of Rothia denocariosa, the bacteria were able to form fully developed bacterial biofilms. It is known that multiple mechanisms are related to the antibiotic resistance of pathogens in biofilm construction. Therefore, when treating Rothia denocariosa IE, it is advised to take into account the use of antibiotics that are efficient against biofilms. Some treatment guidelines also recommend the use of penicillin derivatives in gram-positive IE that are sensitive to penicillin and aminoglycosides in Enterococcus faecalis or Streptococcus that are resistant to penicillin. So far, it is only recommended to add biofilm-active antibiotics (i.e., rifampicin) to artificial valves associated with Staphylococcus aureus rather than natural valve IE (43, 54). Currently, it is unknown if the Rothia species is covered by these observations. In actuality, our patient began receiving active treatment as soon as Rothia dentocariosa was positively identified. However, the impact was not statistically significant when penicillin G with amikacin was applied. His blood count and CRP did not significantly drop; he continued to experience occasional fever. The therapeutic schedule was changed to ceftriaxone combined with rifampicin, which did not work well with progressive brain abscesses and spleen abscesses. The infection symptoms were partly controlled until the introduction of vancomycin and rifampicin. However, the patient finally underwent mechanical aortic valve replacement to control the infection primarily.

Depending on the patient's age, comorbidities, long-term durability, compliance with anticoagulation, and preferences, the type of valve prosthesis that should be implanted will be decided (55–57). The long-term resurgical rate after mechanical leaflet replacement is lower compared with biological leaflet replacement (56). Our patient is forty years old, free of major illnesses, and takes anticoagulants as prescribed. Therefore, replacing the mechanical valve on him is a reasonable option. Furthermore, the patient does not fit the requirements outlined in the ESC Guidelines for the use of non-mechanical leaflets in the treatment of endocarditis (43): early surgery after a recent ischaemic stroke, evidence of intracranial bleeding, woman of childbearing age, high likelihood of prolonged mechanical circulatory support, advanced age or frailty, Poor or unknown medical compliance, expected complicated and prolonged post-operative course.



Conclusions

A rare kind of bacteria linked to IE, Rothia dentocariosa is thought to be a less dangerous agent. Nevertheless, in this case, our patient's brain and spleen abscesses-which are extremely uncommon-were caused by the uncommon bacterium infection. It is important to understand that although Rothia dentocariosa is an uncommon microbe, it can still cause infective endocarditis and lead to complicated and serious problems.



Data availability statement

The original contributions presented in the study are included in the article/Supplementary Materials, further inquiries can be directed to the corresponding author.



Ethics statement

Written informed consent was obtained from the individual(s) for the publication of any potentially identifiable images or data included in this article.



Author contributions

XZ: Writing – original draft, Writing – review & editing. FL: Writing – review & editing. QM: Writing – review & editing. JL: Writing – review & editing. HM: Writing – review & editing.



Funding

The author(s) declare that no financial support was received for the research, authorship, and/or publication of this article.



Conflict of interest

The authors declare that the research was conducted in the absence of any commercial or financial relationships that could be construed as a potential conflict of interest.



Publisher's note

All claims expressed in this article are solely those of the authors and do not necessarily represent those of their affiliated organizations, or those of the publisher, the editors and the reviewers. Any product that may be evaluated in this article, or claim that may be made by its manufacturer, is not guaranteed or endorsed by the publisher.



References

1. Georg LK, Brown JM. Rothia, gen. Nov. An aerobic genus of the family Actinomycetaceae. Int J Syst Bacteriol. (1967) 17(1):79–88. doi: 10.1099/00207713-17-1-79

2. Brown JM, Georg LK, Waters LC. Laboratory identification of Rothia dentocariosa and its occurrence in human clinical materials. Appl Microbiol. (1969) 17(1):150–6. doi: 10.1128/am.17.1.150-156.1969

3. Graevenitz AV, Pünter-Streit V, Riegel P, Funke G. Coryneform bacteria in throat cultures of healthy individuals. J Clin Microbiol. (1998) 36(7):2087–8. doi: 10.1128/JCM.36.7.2087-2088.1998

4. Graevenitz AV. Rothia dentocariosa: taxonomy and differential diagnosis. Clin Microbiol Infect. (2004) 10(5):399–402. doi: 10.1111/j.1469-0691.2004.00784.x

5. Keng TC, Ng KP, Tan LP, Chong YB, Wong CM, Lim SK. Rothia dentocariosa repeat and relapsing peritoneal dialysis-related peritonitis: a case report and literature review. Ren Fail. (2012) 34(6):804–6. doi: 10.3109/0886022X.2012.678208

6. Elkattawy S, Alyacoub R, Younes I, Mowafy A, Noori M, Mirza M. A rare report of Rothia dentocariosa endocarditis. J Community Hosp Intern Med Perspect. (2021) 11(3):413–5. doi: 10.1080/20009666.2021.1880539

7. Pape J, Singer C, Kiehn TE, Lee BJ, Armstrong D. Infective endocarditis caused by Rothia dentocariosa. Ann Intern Med. (1979) 91(5):746–7. doi: 10.7326/0003-4819-91-5-746

8. Schafer FJ, Wing EJ, Norden CW. Infectious endocarditis caused by Rothia dentocariosa. Ann Intern Med. (1979) 91(5):747–8. doi: 10.7326/0003-4819-91-5-747

9. Broeren SA, Peel MM. Endocarditis caused by Rothia dentocariosa. J Clin Pathol. (1984) 37(11):1298–300. doi: 10.1136/jcp.37.11.1298

10. Isaacson JH, Grenko RT. Rothia dentocariosa endocarditis complicated by brain abscess. Am J Med. (1988) 84(2):352–4. doi: 10.1016/0002-9343(88)90439-1

11. Shands JW. Rothia dentocariosa endocarditis. Am J Med. (1988) 85(2):280–1. doi: 10.1016/S0002-9343(88)80371-1

12. Sudduth EJ, Rozich JD, Farrar WE. Rothia dentocariosa endocarditis complicated by perivalvular abscess. Clin Infect Dis. (1993) 17(4):772–5. doi: 10.1093/clinids/17.4.772

13. Anderson MD, Kennedy CA, Walsh TP, Bowler WA. Prosthetic valve endocarditis due to Rothia dentocariosa. Clin Infect Dis. (1993) 17(5):945–6.8286658

14. Ruben SJ. Rothia dentocariosa endocarditis. West J Med. (1993) 159(6):690–1.8128689

15. Weersink AJ, Rozenberg-Arska M, Westerhof PW, Verhoef J. Rothia dentocariosa endocarditis complicated by an abdominal aneurysm. Clin Infect Dis. (1994) 18(3):489–90. doi: 10.1093/clinids/18.3.489

16. Binder D, Zbinden R, Widmer U, Opravil M, Krause M. Native and prosthetic valve endocarditis caused by Rothia dentocariosa: diagnostic and therapeutic considerations. Infection. (1997) 25(1):22–6. doi: 10.1007/BF02113502

17. Kong R, Mebazaa A, Heitz B, De Briel DA, Kiredjian M, Raskine L, et al. Case of triple endocarditis caused by Rothia dentocariosa and results of a survey in France. J Clin Microbiol. (1998) 36(1):309–10. doi: 10.1128/JCM.36.1.309-310.1998

18. Ferraz V, McCarthy K, Smith D, Koornhof HJ. Rothia dentocariosa endocarditis and aortic root abscess. J Infect. (1998) 37(3):292–5. doi: 10.1016/S0163-4453(98)92231-9

19. Braden DS, Feldman S, Palmer AL. Rothia endocarditis in a child. South Med J. (1999) 92(8):815–6. doi: 10.1097/00007611-199908000-00015

20. Llopis F, Carratalà J. Vertebral osteomyelitis complicating Rothia dentocariosa endocarditis. Eur J Clin Microbiol Infect Dis. (2000) 19(7):562–3. doi: 10.1007/s100960000312

21. Nguyen QV, Kavey RE, Colella C, Weiner LB. Infectious endocarditis caused by Rothia dentocariosa. Infect Med. (2000) 17(6):428–41.

22. Larkin J, Montenero J, Targino M, Powers A, Accurso C, Campbell M. Rothia dentocariosa endocarditis. Clin Microbiol Newslet. (2001) 23(2):13–5. doi: 10.1016/S0196-4399(01)89052-8

23. Boudewijns M, Magerman K, Verhaegen J, Debrock G, Peetermans WE, Donkersloot P, et al. Rothia dentocariosa, endocarditis and mycotic aneurysms: case report and review of the literature. Clin Microbiol Infect. (2003) 9(3):222–9. doi: 10.1046/j.1469-0691.2003.00503.x

24. Ricaurte JC, Klein O, LaBombardi V, Martinez V, Serpe A, Joy M. Rothia dentocariosa endocarditis complicated by multiple intracranial hemorrhages. South Med J. (2001) 94(4):438–40. doi: 10.1097/00007611-200194040-00018

25. Sadhu A, Loewenstein R, Klotz SA. Rothia dentocariosa endocarditis complicated by multiple cerebellar hemorrhages. Diagn Microbiol Infect Dis. (2005) 53(3):239–40. doi: 10.1016/j.diagmicrobio.2005.05.009

26. Shakoor S, Fasih N, Jabeen K, Jamil B. Rothia dentocariosa endocarditis with mitral valve prolapse: case report and brief review. Infection. (2011) 39(2):177–9. doi: 10.1007/s15010-011-0087-7

27. Chowdhary M, Farooqi B, Ponce-Terashima R. Rothia dentocariosa: a rare cause of left-sided endocarditis in an intravenous drug user. Am J Med Sci. (2015) 350(3):239–40. doi: 10.1097/MAJ.0000000000000539

28. Fridman D, Chaudhry A, Makaryus J, Black K, Makaryus AN. Rothia dentocariosa endocarditis: an especially rare case in a previously healthy man. Tex Heart Inst J. (2016) 43(3):255–7. doi: 10.14503/THIJ-15-5068

29. Willner S, Imam Z, Hader I. Rothia dentocariosa endocarditis in an unsuspecting host: a case report and literature review. Case Rep Cardiol. (2019) 2019:7464251.30809399

30. Doddapaneni D, Reddy VP, Rayapudi M. Cerebrovascular accident in a 65-year-old patient with Rothia dentocariosa-associated endocarditis. J Glob Infect Dis. (2020) 12(3):156–8. doi: 10.4103/jgid.jgid_136_19

31. Myadam R, DeZorzi C, Schmidt L, Lin P, McGhie AI. Melody valve endocarditis due to Rothia dentocariosa: a diagnostic challenge. Cureus. (2020) 12(6):e8840. doi: 10.7759/cureus.8840

32. Greve D, Moter A, Kleinschmidt MC, Pfäfflin F, Stegemann MS, Kursawe L, et al. Rothia aeria and Rothia dentocariosa as biofilm builders in infective endocarditis. Int J Med Microbiol. (2021) 311(2):151478. doi: 10.1016/j.ijmm.2021.151478

33. Fornecker L, Cretin B, Lesens O, Rémy V, Hansmann Y, Christmann D. Une endocardite aortique à Rothia dentocariosa. Rev Med Interne. (2003) 24:454s–5. doi: 10.1016/S0248-8663(03)80522-2

34. Almuzara M, Marinansky A, Valenzuela V. Endocarditis por Rothia dentocariosa complicada por embolias sépticas cerebrales. Enfermedades Infecc Microbiol Clínica. (2004) 22(4):251–6. doi: 10.1016/S0213-005X(04)73077-3

35. Ramanan P, Barreto JN, Osmon DR, Tosh PK. Rothia bacteremia: a 10-year experience at mayo clinic, Rochester, Minnesota. J Clin Microbiol. (2014) 52(9):3184–9. doi: 10.1128/JCM.01270-14

36. Franconieri F, Join-Lambert O, Creveuil C, Auzou M, Labombarda F, Aouba A, et al. Rothia spp. infective endocarditis: a systematic literature review. Infect Dis now. (2021) 51(3):228–35. doi: 10.1016/j.medmal.2020.10.021

37. Cahill TJ, Prendergast BD. Infective endocarditis. Lancet. (2016) 387(1002):882–93. doi: 10.1016/S0140-6736(15)00067-7

38. Abegaz TM, Baghavathula AS, Gebreyohannes EA, Mekonnen AB, Abebe AB. Short- and long-term outcomes in infective endocarditis patients: a systematic review and meta-analysis. BMC Cardiovasc Disord. (2017) 17(1):291. doi: 10.1186/s12872-017-0729-5

39. Garcia-Cabrera E, Fernandez-Hidalgo N, Almirante B, Ivanova-Georgieva R, Noureddine M, Plata A, et al. Neurological complications of infective endocarditis: risk factors, outcome, and impact of cardiac surgery: a multicenter observational study. Circulation. (2013) 127(23):2272–84. doi: 10.1161/CIRCULATIONAHA.112.000813

40. Selton-Suty C, Delahaye F, Tattevin P, Federspiel C, Le Moing V, Chirouze C, et al. Symptomatic and asymptomatic neurological complications of infective endocarditis: impact on surgical management and prognosis. PLoS One. (2016) 11(7):e0158522. doi: 10.1371/journal.pone.0158522

41. Hess A, Klein I, Iung B, Lavallee P, Ilic-Habensus E, Dornic Q, et al. Brain MRI findings in neurologically asymptomatic patients with infective endocarditis. AJNR Am J Neuroradiol. (2013) 34(8):1579–84. doi: 10.3174/ajnr.A3582

42. Iung B, Doco-Lecompte T, Chocron S, Strady C, Delahaye F, Le Moing V, et al. Cardiac surgery during the acute phase of infective endocarditis: discrepancies between European Society of Cardiology guidelines and practices. Eur Heart J. (2016) 37(10):840–8. doi: 10.1093/eurheartj/ehv650

43. Delgado V, Ajmone Marsan N, de Waha S, Bonaros N, Brida M, Burri H, et al. 2023 ESC guidelines for the management of endocarditis. Eur Heart J. (2023) 44(39):3948–4042. doi: 10.1093/eurheartj/ehad193

44. Boukobza M, Ilic-Habensus E, Mourvillier B, Duval X, Laissy JP. Brain abscesses in infective endocarditis: contemporary profile and neuroradiological findings. Infection. (2023) 51(5):1431–44. doi: 10.1007/s15010-023-02008-9

45. Erdem H, Puca E, Ruch Y, Santos L, Ghanem-Zoubi N, Argemi X, et al. Portraying infective endocarditis: results of multinational ID-IRI study. Eur J Clin Microbiol Infect Dis. (2019) 38(9):1753–63. doi: 10.1007/s10096-019-03607-x

46. Elsaghir H, Al Khalili Y. Septic Emboli. Treasure Island, FL: StatPearls Publishing (2023).

47. Ting W, Silverman NA, Arzouman DA, Levitsky S. Splenic septic emboli in endocarditis. Circulation. (1990) 82(5 Suppl):IV105–109.2225394

48. Robinson SL, Saxe JM, Lucas CE, Arbulu A, Ledgerwood AM, Lucas WF. Splenic abscess associated with endocarditis. Surgery. (1992) 112(4):781–7.1411951

49. Hasan LZ, Shrestha NK, Dang V, Unai S, Pettersson G, El-Hayek K, et al. Surgical infective endocarditis and concurrent splenic abscess requiring splenectomy: a case series and review of the literature. Diagn Microbiol Infect Dis. (2020) 97(4):115082. doi: 10.1016/j.diagmicrobio.2020.115082

50. Habib G, Erba PA, Iung B, Donal E, Cosyns B, Laroche C, et al. Clinical presentation, aetiology and outcome of infective endocarditis. Results of the ESC-EORP EURO-ENDO (European infective endocarditis) registry: a prospective cohort study. Eur Heart J. (2019) 40(39):3222–32. doi: 10.1093/eurheartj/ehz620

51. Elasfar A, AlBaradai A, AlHarfi Z, Alassal M, Ghoneim A, AlGhofaili F. Splenic abscess associated with infective endocarditis; case series. J Saudi Heart Assoc. (2015) 27(3):210–5. doi: 10.1016/j.jsha.2015.02.001

52. Bonfiglioli R, Nanni C, Morigi JJ, Graziosi M, Trapani F, Bartoletti M, et al. 1⁸F-FDG PET/CT diagnosis of unexpected extracardiac septic embolisms in patients with suspected cardiac endocarditis. Eur J Nucl Med Mol Imaging. (2013) 40(8):1190–6. doi: 10.1007/s00259-013-2426-7

53. Minato K, Abiko Y. Beta-lactam antibiotics resistant Rothia dentocariosa from infected postoperative maxillary cyst: studies on R-plasmid and beta-lactamase. Gen Pharmacol. (1984) 15(4):287–92. doi: 10.1016/0306-3623(84)90003-X

54. Baddour LM, Wilson WR, Bayer AS, Fowler Jr VG, Tleyjeh IM, Rybak MJ, et al. Infective endocarditis in adults: diagnosis, antimicrobial therapy, and management of complications: a scientific statement for healthcare professionals from the American Heart Association. Circulation. (2015) 132(15):1435–86. doi: 10.1161/CIR.0000000000000296

55. Flynn CD, Curran NP, Chan S, Zegri-Reiriz I, Tauron M, Tian DH, et al. Systematic review and meta-analysis of surgical outcomes comparing mechanical valve replacement and bioprosthetic valve replacement in infective endocarditis. Ann Cardiothorac Surg. (2019) 8(6):587–99. doi: 10.21037/acs.2019.10.03

56. Anantha-Narayanan M, Reddy YNV, Sundaram V, Murad MH, Erwin PJ, Baddour LM, et al. Endocarditis risk with bioprosthetic and mechanical valves: systematic review and meta-analysis. Heart. (2020) 106(18):1413–9. doi: 10.1136/heartjnl-2020-316718

57. Nappi F, Singh SSA, Spadaccio C, Acar C. Revisiting the guidelines and choice the ideal substitute for aortic valve endocarditis. Ann Transl Med. (2020) 8(15):952. doi: 10.21037/atm-20-1522



OPS/images/fcvm-11-1370736-g003.jpg





OPS/images/fcvm-11-1370736-g004.jpg
Minocycline
50mg qlh
penicillin
3.2 million U q6h
amikacin

'5g ad.
ceftriaxone
20g qi2h
rifampicin

03g qsh

vancomyein

meropenem.
109 ggh
piperacillin-

4.59 q8h
Day 6

events. blood
culture (+)

Day 26
brain
bscess

Day 2955

Day 2955

Day56-64





OPS/images/fcvm-11-1370736-g001.jpg





OPS/images/fcvm-11-1370736-g002.jpg





OPS/xhtml/Nav.xhtml




Contents





		Cover



		Rothia dentocariosa endocarditis with brain abscess and splenic abscess: case report and brief review

		Introduction



		Case presentation



		Discussion



		Conclusions



		Data availability statement



		Ethics statement



		Author contributions



		Funding



		Conflict of interest



		Publisher's note



		References



















OPS/images/cover.jpg
, frontiers ‘ Frontiers in Cardiovascular Medicine

Rothia dentocariosa endocarditis
with brain abscess and splenic
abscess: case report and brief review





OPS/images/fcvm-11-1370736-t001.jpg
Clinical feature Proportion of Percentage of

patients patients
Demographic data
Male 25 [ 714%
Median age [range] (years) 46 [6-71]
Comorbidities
Pre-existing valvular disease 2 629%
Buccodental it 16 457%
DU 4 114%
Immunodeficiency 8 29%
Involved valves
Native valve 28 80.0%
Prosthetic valve 7 200%
Aortic valve 19 543%
Mitralvalve 14 40.0%
Tricuspid valve 1 28%
Other 4 11.2%
Complications
Neurological 2 629%
Cardiac/endovascular 8 29%
Extracerebral embolism 4 11.4%
Visceral abscess/abcess (spleen, 3 857%
Kidney)
Other* 3 857%
Treatmen
Median duration of 6[2-13]
antibiotherapy [range]
(weeks)
Surgery 16 | 45.7%
Death at 6 months 4 | 114%

Saitalial cHscrveliis endosenous endophithaliviti,









OPS/images/crossmark.jpg
(®) Check for updates.





OPS/images/logo.jpg
& frontiers | Frontiers in Cardiovascular Medicine





