


Case Report
Arterial Hypertension without Renal Involvement in Pediatric Henoch–Schönlein Purpura: A Case Report

Abstract
Background: Henoch–Schönlein purpura (HSP), also known as IgA vasculitis, is the most common vasculitis in children, primarily affecting the skin, joints, gastrointestinal tract, and kidneys. Hypertension (HTN) usually occurs in cases with renal involvement, but it may rarely present without detectable renal lesions.
Objective: To describe a pediatric case of Henoch–Schönlein purpura complicated by hypertension in the absence of renal involvement.
Case Report: We report the case of a 4.5-year-old girl admitted for arthralgia, abdominal pain, and extensive purpura of the lower limbs. During hospitalization, she experienced worsening abdominal pain, and ultrasonography revealed a transient intussusception. Unexpectedly, significant arterial hypertension was detected. Renal investigations, including 24-hour proteinuria and renal Doppler ultrasound, were normal, ruling out overt nephropathy. The patient was treated with an angiotensin-converting enzyme (ACE) inhibitor, which was well tolerated and led to normalization of blood pressure.
Conclusion: This case highlights that hypertension can occur in children with HSP even in the absence of renal involvement. Systematic blood pressure monitoring should be performed in all pediatric patients. Further studies are needed to elucidate the underlying pathophysiological mechanisms and to optimize therapeutic management.
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Introduction
Henoch–Schönlein purpura (HSP), also known as IgA vasculitis, is the most common vasculitis in children, with an estimated incidence of 10–20 cases per 100,000 children per year \[1,4]. This disease is characterized by leukocytoclastic vasculitis of small vessels with IgA deposits in the tissues, primarily affecting the skin, gastrointestinal tract, joints, and kidneys \[1,2].
Renal involvement occurs in 20–50% of cases and represents the main long-term prognostic factor \[3]. Hypertension in HSP is generally secondary to renal involvement, especially when associated with proteinuria or nephrotic syndrome. However, rare cases of hypertension occurring in the absence of detectable renal manifestations have been reported \[2,3].
Here, we present a pediatric case of HSP complicated by significant hypertension occurring without apparent renal involvement.

CASE PRESENTATION
Observation
A 4-year-and-6-month-old girl, with no notable medical history, was admitted for a purpura predominantly affecting the lower limbs, associated with diffuse abdominal pain and arthralgias. On clinical examination, she presented with palpable purpura on both legs, diffuse abdominal tenderness without guarding, and arthralgias of the large joints without swelling or effusion. Her blood pressure was initially normal for her age and height.

Laboratory investigations showed a normal complete blood count and renal function, with a slightly elevated C-reactive protein. Urinalysis was normal, with no hematuria or proteinuria. Abdominal ultrasound revealed a transient intussusception, which reduced spontaneously.

During hospitalization, the patient developed significant hypertension, above the 95th percentile for her age and height. Further investigations demonstrated normal 24-hour proteinuria and normal renal Doppler findings, excluding any overt renal involvement.

The patient was treated with an angiotensin-converting enzyme (ACE) inhibitor, which was well tolerated, resulting in normalization of her blood pressure. Cutaneous and joint symptoms gradually resolved, and she was discharged with regular follow-up.
Discussion

Henoch-Schönlein purpura (HSP) is generally benign and self-limiting, but renal involvement can lead to long-term complications. Hypertension (HTN) is classically associated with renal involvement, particularly in cases of nephrotic syndrome, glomerulonephritis, or chronic kidney disease \[1–3].

In our observation, hypertension developed in the absence of any biological or morphological evidence of renal involvement, which is exceptional. In the literature, Trapani et al. reported 150 pediatric cases of HSP, of which 40% had renal involvement, and hypertension was observed only in children with nephritis \[4]. In this observation, the diagnostic hypothesis is hypertension related to HSP without associated renal involvement identifiable with the available investigations. This represents the eighth reported case in the literature \[5–10]. Among the seven previously described cases, two had minor renal involvement that progressed to genuine nephritic or mixed nephritic syndrome \[5,6]; one had minimal urinary signs with glomerular involvement on renal biopsy \[7]; one had postoperative hypertension of unclear etiology \[8]; one had left renal agenesis that did not appear responsible for elevated blood pressure \[9]; and one case involved severe unilateral renal hypoplasia secondary to vesicoureteral reflux, with blood pressure normalized after nephrectomy \[10]. Notably, the case reported by Whyte et al. showed similarities to our observation, with persistent hypertension despite normal renal laboratory and urinary tests and no secondary cause identified \[10]. In that case, the hypertension resolved with recovery from HSP.

The pathophysiological mechanism underlying hypertension in these cases remains unclear. In our patient, identifiable renal involvement and the most common causes of secondary hypertension in children (such as aortic coarctation, renovascular malformations, or adrenal tumors) were excluded. HSP is primarily a systemic small-vessel vasculitis, making involvement of large arteries unlikely, although it cannot be formally excluded \[1]. Another plausible hypothesis is that blood pressure elevation represents a reaction to subtle glomerular involvement detectable only histologically, as reported by Cockrell et al. \[7]. Mild hypokalemia, elevated plasma renin activity, and increased aldosterone levels observed in our patient support the hypothesis of secondary hyperaldosteronism due to microcirculatory renal perturbation affecting mainly efferent arterioles. The absence of thrombocytopenia, anemia, or schistocytes excludes a thrombotic or hemolytic mechanism. Some aspects remain unclear, such as the mild and delayed microalbuminuria, which may reflect subclinical glomerulopathy. These hypotheses could not be further documented in the absence of renal biopsy.

The choice to treat this hypertension with a calcium channel blocker rather than an ACE inhibitor was based on discussion with the pediatric cardiology team. Moderate septal hypertrophy favored calcium channel blockers due to their faster action on reducing afterload. Hormonal assay results suggesting minimal hyperaldosteronism were not available at that time.

It appears from scattered reports in the literature that systolic-diastolic hypertension, resembling “essential” hypertension, can complicate HSP \[4–10]. Such hypertension may occur without clinically evident renal involvement or with only minor anomalies, responds to standard antihypertensive therapy, and disappears with disease resolution. Before asserting isolated hypertension, secondary causes—which may be minimally symptomatic in children—must be excluded. Long-term follow-up should include regular blood pressure measurement and urinalysis for proteinuria.
Hypothesized pathophysiological mechanisms include endothelial dysfunction secondary to systemic vasculitis, autonomic nervous system dysregulation triggered by pain, inflammation, or systemic stress, renin–angiotensin–aldosterone system activation independent of glomerular lesions, and subclinical renal microvascular lesions undetectable by imaging or routine urinalysis \[1,7].

This observation highlights the need for systematic blood pressure monitoring in all children with HSP, even in the absence of renal signs. Early recognition of hypertension is crucial, as it may worsen vascular injury and increase morbidity if left untreated \[4,5].
Conclusion
Hypertension can occur in children with Henoch–Schönlein purpura (HSP) even in the absence of overt renal involvement. This observation emphasizes the importance of systematic blood pressure monitoring during the course of HSP. Further studies are needed to better understand the mechanisms underlying this unusual association and to optimize therapeutic management.
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