Supplementary Tables
Table 1.  Laboratory parameters at the time of P‑aHUS diagnosis
	Parameters
	Result
	Unit
	Reference range

	Blood routine examination
	Hb
	72
	g/L
	115-150

	
	PLT
	223
	109/L
	125-350

	Peripheral blood smear
	Red blood cell morphology
	variable in size, with 0.4% schistocytes
	/
	Negative

	
	Coombs test
	Negative
	/
	Negative

	
	ADAMTS13
	67%
	/
	/

	Urinalysis
	Proteinuria
	3+
	
	Negative

	
	Hematuria
	3+
	
	negative

	
	UTP
	0.83
	g/L
	0.01-0.15

	
	WBC
	+
	
	negative

	
	RBC
	220
	/μl
	0-24

	
	WBC
	69
	/μl
	0-14

	Stool test
	OB
	Negative
	/
	Negative

	
	Culture
	No Salmonella or Shigella species
	/
	Negative

	Serum comprehensive metabolic panel
	Creatinine
	939
	μmol/L
	59-104

	
	eGFR
	4.32
	ml/min.1.73m2
	/

	
	Albumin
	36.1
	g/L
	40-50

	
	Potassium
	4.93
	mmol/L
	3.5-5.3

	
	TBil
	1.7
	μmol/L
	3.4-23.3

	
	LDH
	350
	U/L
	120-250

	Immunoglobulin
	IgG
	10.99
	g/L
	7.0-16.0

	
	IgA
	1.56
	g/L
	0.7-4.0

	
	IgM
	2.2
	g/L
	0.4-2.3

	
	IgE
	10.0
	IU/ml
	≤100

	Complement
	C3
	0.64
	g/L
	0.9-1.8

	
	C4
	0.23
	g/L
	0.1-0.4

	
	CFH
	235.8
	μg/ml
	/

	
	Anti-H antibody
	Negative
	/
	Negative

	
	CH50
	1
	U/ml
	26-54

	Immunological screening
	ANA
	Negative
	/
	Negative

	
	dsDNA
	Negative
	/
	Negative

	
	Anti-β2 glycoprotein antibody(IgM+IgG+IgA)
	Negative
	/
	Negative

	
	Anti-cardiolipin antibody (IgM+IgG)
	Negative
	/
	Negative

	
	ASO
	89.4
	IU/ml
	0-200

	
	RF
	<11.3
	IU/ml
	0-20

	Infectious disease serology
	HIV
	0.14
	S/CO
	≤1

	
	TP-Ab
	0.04
	S/CO
	≤1

	
	HBsAg
	0.02
	IU/ml
	≤0.04

	
	HCV-Ab
	0.07
	S/CO
	<1


Abbreviation: Hb, hemoglobin; PLT, platelet count; Coombs test, direct antiglobulin test; ADAMTS13, a disintegrin and metalloproteinase with a thrombospondin type 1 motif, member 13; UTP, urinary total protein, WBC, white blood cell count, RBC, red blood cell count; OB, occult blood; eGFR, estimated glomerular filtration rate; TBil, total bilirubin; LDH, lactate dehydrogenase; CFH, complement factor H; Anti-H antibody, anti‑factor H antibody; CH50, total complement hemolytic ; ANA, antinuclear antibody; dsDNA, anti‑double‑stranded DNA antibody; ASO, anti‑streptolysin O; RF, rheumatoid factor; HIV, human immunodeficiency virus; TP‑Ab, Treponema pallidum antibody; HBsAg, hepatitis B surface antigen; HCV‑Ab, hepatitis C virus antibody.

Table 2. Reports on postpartum-onset aHUS
	Author
	Year
	Study Type
	Total
	Cases of POT 
	Age
	History
	Presentations
	Gene Mutions
	Diagnosis
	Kidney Biopsy
	Interventions
	Outcomes (Maternal)
	Outcomes (Fetus)

	Alexandra Bruel  et al[1]
	2017
	Retrospective Study
	87 
	63
	29±6.0
	4 (16%) and 7 (8%) patients had a family or personal history of aHUS, respectively, with the latter having episodes. 1 had a CFH variant, 5 had received PE, and 2 had aHUS-related stage 3 CKD
	Definition of HUS according to the referenced criteria[1]
	Complement gene variants were detected in 49 patients (56%), predominantly in CFH (30%) and CFI (9%)
	P-aHUS
	Typical features of TMA were observed in kidney biopsies from eight patients, most of whom had normal platelet counts
	56 patients received PE/21 plasma infusions/ 16 steroids /4 eculizumab
	41(53%) patients reached ESRD, 15 (19%) had CKD, and 18 (28%) patients experienced HUS relapse, 24(27%) received RT and recurrence of HUS occurred in 13 (54%) patients
	14%(11 cases) fetal/neonatal death, 32%( 25 cases) progressed to ESRD within 3 months, and 19%(15 cases) developed CKD

	Ana Huerta et al[2]
	2018
	Retrospective study
	22
	16
	Median age 33.9 y (IQR 25–38)
	2 patients had a history of abortion
	86% (19/22) had hypertension, 32% (7/22) neurologic symptoms, 18% (4/22) GI symptoms, 14% (3/22) cardiac involvement; 41% (9/22) required emergency hemodialysis
	41% (9/22) carried pathogenic variants: CFHR1 14%(3/22), CFH 14%(3/22), C3 9%(2/22), CFI 4%(1/22)
	P-aHUS
	10/11 biopsies showed typical TMA; 3 also had glomerulonephritis (2 C3GN, 1 IC-MPGN)
	Eculizumab/PE/FFP
	3 recovered renal function, 13 HD, 6 ESRD
	19 healthy infants, 2 low-birth-weight, 1 miscarriage

	Fadi Fakhouri  et al[3]
	2010
	Observational Study
	21
	15
	26 ± 5
	15 cases (79%) developed the disease postpartum; 4 cases developed it at 4, 28, 29, and 36 weeks of pregnancy, respectively; 2 cases had unknown onset time.
	/
	10 cases of CFB variants, 3 of CFI, 1 of MCP , 2 of C3 , and 2 with more than one variant
	P-aHUS
	8 renal biopsies showed typical TMA features (arteriolar and capillary thrombi, double contours, and mesangiolysis)
	PE/FFP/IVIg/Cs
	17 cases of ESRD (3 with RT), 3 cases of CKD, 1 case of CR
	16 pregnancy outcomes were live births, 1 case had early fetal loss, and 3 had unknown pregnancy outcomes

	Martina Gaggl et al[4]
	2018
	Prospective study
	14
	4
	29±12
	/
	/
	71% (10/14) had identified mutations in genes for complement alternative pathway proteins or their regulators.
	P-aHUS
	/
	PE
	2 cases with normal renal function, 4 cases of CKD, and 8 cases of ESRD
	11 live births, 2 spontaneous abortions, 1 stillbirth

	J H Brown et al[5]
	2012
	Case report
	2
	1
	 26
	Liver transplantation
	Nausea, vomiting and oliguria
	The recipient and donor were heterozygous for CFH c.1204T>C (p.Tyr402His), in addition to the recipient being homozygous for the high-risk CD46 GGAAC haplotype and the donor having a heterozygous CFH nonsense mutation (c.1107G>A; p.Trp369Stop)
	aHUS
	/
	Hemodialysis/PE
	Long-term hemodialysis
	/

	Stefan Zschiedrich et al[6]
	2013
	Case report
	2
	1
	31
	/
	Hypertension, thrombocytopenia, delirium, acute oliguric renal failure
	CFI exon 6 frameshift mutation (c.786delA)
	P-aHUS
	/
	PE/prednisone/hemodialysis yielded partial hematological response. Switching to eculizumab
	Normal renal function
	Healthy neonate

	Ryan Carr et al[7]
	2013
	Case report
	1
	1
	20
	
	Bilateral lower extremity edema, fatigue, ecchymosis
	CFH
	P-aHUS
	TMA and acute tubular necrosis
	PE/prednisone/ hemodialysis/ eculizumab
	Relapse after eculizumab withdrawal; CR at week 3 of retreatment
	/

	Valentina Bruno et al[8]
	2023
	Case report
	1
	1
	28y
	Primigravida, IUGR
	Vomiting, epigastric pain, and hypertension
	No pathogenic complement variants identified
	P-aHUS
	/
	Dialysis/eculizumab
	CKD
	Dichorionic diamniotic twins via induced vaginal birth

	[bookmark: _Hlk211583856]Mehmet Nuri Duran et al[9]
	2021
	Case report
	1
	1
	35y
	High blood pressure, proteinuria(3+), BLE edema, third pregnancy delivered by cesarean section at 32 weeks for fetal distress
	Oliguria 6 hours postpartum, progressed within 24 hours to severe kidney injury, thrombocytopenia, altered mental status, seizures, and acute respiratory failure
	/
	P-aHUS
	/
	Plasmapheresis and hemodialysis with only mild improvement in clinical parameters, following  initiation of eculizumab
	Normal renal function
	Infant died shortly after birth

	Fery Gunawan et al[10]
	2022
	Case report
	1
	1
	32
	/
	Hypertensive crisis, rapidly progressive severe anemia with thrombocytopenia, liver and renal impairment
	/
	P-aHUS
	/
	FFP/Fibrinogen/Prothrombin Complex Concentrate/PE/eculizumab
	Transferred to the nephrology department
	A female newborn with respiratory distress

	Sharon Kandari et al[11]
	2022
	Observational Study
	17
	17
	26.74±3.36
	/
	16 cases presented with oliguria or anuria; 15 cases hypertension; 2 cases with hypotension due to massive postpartum hemorrhage
	88.2% (15/17) had CFHR1 and CFHR3 gene deletions, 11 cases with heterozygous deletions (involving exons 3/5/6 of CFHR1, and the upstream region of exons 1/2/3/6 + intron 4 of CFHR3), 4 cases with homozygous deletions, and 2 cases with no genetic variations
	P-aHUS
	9 patients (53%) underwent renal biopsy with features of TMA, among which 7 cases were accompanied by cortical necrosis
	PE/dialysis
	5 cases had normal renal function, 6 cases had impaired renal function, 4 cases required long-term dialysis, and 2 cases died
	/

	Natalia L Kozlovskaya et al[12]
	2019
	Case series analysis
	 20 
	8 
	19-38
	/
	TMA, AKI, hypertension, 85% had multiorgan failure
	/
	obstetric-aHUS
	/
	80% of patients received FFP/PE, and 40% eculizumab (those initiated within 1 week had a better prognosis)
	35% maternal mortality 
	25% fetal mortality

	Andrea Mancini et al[13]
	2019
	Case report
	1
	1 
	39
	
	AKI, elevated LDH, undetectable haptoglobin level, and hypocomplementemia
	No pathogenic complement variants identified
	HELLP syndrome and aHUS
	/
	Dialysis/eculizumab
	Normal renal function
	/

	Salim Baghli et al[14]
	2018
	Case report
	1
	1
	23
	Cesarean 
section at 38 weeks of gestation for severe 
preeclampsia and breech presentation
	Seizure, high blood pressure,  blurry vision, foggy,  tachycardic,  trace pitting edema in the lower 
extremities
	Heterozygous missense variant in exon 17 of 
C3(p.Arg735Trp); a heterozygous intronic variant of CFH(hg19 chr1:g.[196706861T>G]); heterozygous intronic variant of CFI(hg19chr4:g.[110667340A>G]）
	Atypical hemolytic uremic syndrome in the postpartum 
period
	TMA with thrombosis 
of afferent arterioles, ischemic alterations in the glomeruli
	PE/dialysis/ eculizumab
	Recovery of renal function with discontinuation of dialysis
	/

	Andreas Kourouklaris et al[15]
	2014
	Case report
	1
	1
	23
	31 weeks of gestation, preeclampsia, cesarean section
	Hemolytic anemia, thrombocytopenia, renal impairment,
tonicoclonic seizures, and hypertensive crisis
	/
	aHUS
	TMA with neutrophilic infiltration, occluded capillary loops, and abnormal thickening of the capillary walls
	PE/dialysis/eculizumab
	Stable renal function
	/

	M Egbor et al[16]
	2011
	Case report
	1
	1
	35
	CKD stage 3, secondary to a previous episode of aHUS
	Headaches and hypertension,  anaemia, thrombocytopaenia,
rising LDH, renal impairment
	Deficiency in CFI
	aHUS
	/
	PE
	Stabilized  renal function
	/


Abbreviation: POT, postpartum onset time; AKI, acute kidney injury; HUS, hemolytic uremic syndrome; P-aHUS, Pregnancy-associated atypical hemolytic uremic syndrome; TMA, thrombotic microangiopathy; MAHA, microangiopathic hemolytic anemia; HELLP Syndrome, Hemolysis, elevated liver enzymes, and low platelets syndrome; GBM, glomerular basement membranes; IC-MPGN, immune complex-mediated membranoproliferative glomerulonephritis; C3GN, C3 glomerulonephritis; CC, corticosteroids; CKD, chronic kidney disease; ESRD, end-stage renal disease; HD, hemodialysis; ECUM, extracorporeal ultrafiltration method; PE, plasma exchange; FSGS, focal and segmental glomerulosclerosis; FFP, fresh frozen plasma; GI, gastrointestinal; RT, renal transplants; Cs, Cyclosporine; CR, complete remission; IUGR, intrauterine growth restriction; LDH, lactate dehydrogenase; MOF, multiple organ failure; BLE, bilateral lower extremity; FDIU, foetal death in-utero; eGFR, estimated glomerular filtration rate; C3, Complement 3; CFH, Complement Factor H;  CFI, Complement Factor I; CFB, Complement Factor B; MCP, Membrane Cofactor Protein. 
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