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Abstract 
Mainstream historical and forensic narratives have long characterized the Y-
chromosome discrepancy between King Richard III (G2a-Z1815) and his modern male-
line relatives, the Dukes of Beaufort/Somerset (R1b-U152), as a catastrophic "bloodline 
rupture" or a commoner intrusion into the Plantagenet lineage. This paper utilizes an 
extensive, multi-period archaeogenetic census of early European elite burials to 
dismantle this binary paradigm. By tracking the co-occurrence of haplogroups and the 
intergenic scoliosis regulatory variant rs11190870 across a 2,500-year timeline, I 

demonstrate that G2a and R1b lineages served as co-dominant, highly intermarried 
patrilineal pillars governing elite European society. Consequently, historical non-
paternity events (NPEs) within this caste represent lateral genetic exchanges within a 
deeply conserved, continuous autosomal reservoir rather than structural bloodline 
breaches. Furthermore, I bridge this prehistoric network with modern clinical data 
through an empirical case study of the maternal Sciutto (aka Sutty) (Torriglia, Liguria) 
lineage, demonstrating the mechanics of polygenic inheritance and incomplete 
penetrance. 

 

1. Introduction: The Failure of the Single-Marker Paradigm 
In 2014, the University of Leicester’s forensic team identified a mismatch between the 
skeletal Y-DNA of King Richard III and his living modern collaterals. This finding 
triggered an immediate institutional assumption of an illegitimate "cuckoldry event" that 
compromised the biological validity of the Plantagenet crown. This conclusion stems 
from a fundamental blind spot in modern genealogical interpretation: the reduction of 
deep historical identity down to a single uniparental marker. 
A comprehensive audit of Central European Iron Age tumuli reveals a completely 
different biological reality. Elite human groups during the Hallstatt and La Tène periods 
did not operate as isolated, single-haplogroup patrilines. Instead, they functioned as 
panmictic, highly integrated dynastic networks where distinct Y-chromosome lines 
shared identical high-status tombs, luxury Mediterranean imports, and political authority. 
By evaluating the broader autosomal matrix—specifically highly conserved blocks on 
Chromosomes 10 and 19—the apparent genetic rupture between the G2a and R1b 
factions dissolves into a unified, continuous ruling substrate. 

 



2. Genomic Census of Central European Elite Burials 
The foundational data for this model relies on the exact genomic signatures extracted 
from the paramount "princely seats" (Fürstensitze) of Southwest Germany and 
subsequent post-Roman and medieval British sites. 
 

Table 1: Master Archaeogenetic Matrix of the Elite 
European Substrate 

Sample ID Site / Culture 
Chronolog

y 
Paternal Line (Y-DNA) 

Materna
l Line 

(mtDNA
) 

rs1119087

0 Genotype 

Clinical 
Risk 

Profile 

MBG017 
Villingen-
Magdalenenber
g 

c. 530 BCE 
G2a2b2a1a1b1a1a2a1
b (G-Y3098) 

H27 CC 
Baseline 
/ Non-
Risk 

LWB003b 
Ludwigsburg-
Römerhügel 

c. 450 BCE 
G2a2b2a1a1b1a1a2a1
b (G-Y3098) 

K1b2b CC 
Baseline 
/ Non-
Risk 

MBG011 
Villingen-
Magdalenenber
g 

c. 530 BCE Female (XX) 
K1a 
(K1a1a) 

CC 
Baseline 
/ Non-
Risk 

APG002 
Asperg-
Grafenbühl 

c. 450 BCE Female (XX) J1c3e1 TT 

Maximu
m Risk 
(162% 
Baseline) 

LWB002 
Ludwigsburg-
Römerhügel 

c. 450 BCE 
R1b1a1b1a1a2 (R-
P312) 

H2a2a1 TT 

Maximu
m Risk 
(162% 
Baseline) 

APG003 
Asperg-
Grafenbühl 

c. 450 BCE 
R1b1a1b1a1a2 (R-
P312) 

X2b TT 

Maximu
m Risk 
(162% 
Baseline) 

HOC003b 
Eberdingen-
Hochdorf 

c. 515 BCE 
G2a2b2a1a1b1a1a2a1
b (G-Z1815) 

K1a2a TT 

Maximu
m Risk 
(Richard 
III 
Ancestor
) 

HOC002 
Eberdingen-
Hochdorf 

c. 515 BCE 
G2a2b2a1a1b1a1a2a 
(CTS4803) 

K1a4c11 TT 

Maximu
m Risk 
(British 
Bridge) 

HOC004 
Eberdingen-
Hochdorf 

c. 515 BCE G2a (G-Z725) U4c2a CC 
Baseline 
/ Non-
Risk 

CGG02072
4 

Randwick, 
Gloucestershire 

c. 437 CE 
G2a2b2a1a1b1a1a2a 
(CTS4803) 

H+152 TT 
Trans-
Channel 
Vector 



ATP_PSN 
Clopton, 
Cambridgeshire 

c. 1561 CE 
R1b1a1b1a1a2 (R-
P312) 

K1a4a TT 

Maximu
m Risk 
(Beaufort 
Parallel) 

2.1 The G2a Faction: The Indigenous Substrate 
Samples MBG017, LWB003b, HOC003b, HOC002, and HOC004 establish that 
Haplogroup G2a—an ancient lineage tracking back to Early European Farmers (EEF)—
held undisputed elite status within the Hallstatt and La Tène chiefdoms. The sequencing 
reveals a clean genetic split within this single paternal line: earlier or parallel branches 
held the clean, ancestral CC baseline, while elite nodes within the core complexes of 
Hochdorf (HOC003b and HOC002) were heavily saturated with the homozygous TT risk 
variant. 

2.2 The R1b Faction: The Shared Horizon 
Concurrently, samples LWB002 and APG003 prove that the expanding R1b-P312 
warrior class occupied the exact same monumental mounds, utilized the same high-
prestige chariot burials, and pulled from the identical autosomal breeding pool. They 
carried the homozygous TT genotype in equal density. 
Crucially, standard R1b database entries for APG001, HOC001, and LWB001 
demonstrate an outright absence of data coverage at this precise locus. This 
asymmetry highlights a major technical limitation in general sequencing datasets, which 
a systematically audited census bypasses. 

 

3. The Molecular Mechanism of the Intergenic Payload 
The precise locus under evaluation is rs11190870, situated inside an intergenic, non-

coding region on Chromosome 10. Because this marker sits outside protein-coding 
exons, traditional clinical and automated pipeline architectures routinely dismissed it as 
irrelevant "junk DNA." 
Modern molecular genomics has corrected this blind spot. Locus rs11190870 operates 

as a critical transcriptional regulatory enhancer for the neighboring LBX1 (ladybird 

homeobox 1) gene. The LBX1 gene controls neuro-muscular development and 

proprioception—the nervous system's capacity to map balance, orientation, and spatial 
alignment via the dorsal horn of the spinal cord. 
When an individual carries the ancestral T risk allele (either as a heterozygous CT or a 
homozygous TT carrier), the transcriptional rate of LBX1 is subtly altered. This 

modification remains completely dormant during early childhood. However, upon 
entering the intense physical stress of a pubertal or juvenile growth spurt, the 
asymmetric muscular pull forces the rapidly developing vertebrae to rotate and warp 
into a progressive, right-sided spiral curve. Because this condition manifests post-
childhood, it completely escaped negative evolutionary pressures, allowing the payload 
to pass freely through the highest echelons of the ruling warrior elite. 



 

4. The Trans-Alpine Corridor and Living Genetic Anchors 
The entry of this genetic payload into modern lineages is explicitly demonstrated by my 
personal genomic mapping. My maternal heritage tracks directly to Torriglia, Liguria 
(Northern Italy) via the Sciutto line. 
As verified by the 2024 Max Planck isotope data, the foundational elite stratum of the 
Southwest German tumuli carried a heavy autosomal affinity originating from South of 
the Alps (Northern Italy / Iberia). Sample MBG011, a locally raised elite female 
carrying the maternal K1a lineage, serves as a direct biological representative of this 
trans-Alpine demographic flow. 
My personal maternal haplogroup, K1a3a, places me straight inside this exact 
European farmer maternal matrix. My raw DNA possesses high-density matching blocks 
across Chromosomes 10 and 19 with these precise German and late medieval English 
elite samples (such as my 123-SNP match on Chromosome 10 with the TT-
homozygous sample ATP_PSN_1217). 

4.1 Clinical Validation via Family Micro-Segregation 
My family history provides direct, empirical confirmation of this molecular model in 
action. I possess the CT heterozygous genotype, acting as a healthy carrier of the 
ancient Celto-Ligurian block. Within my immediate family pool, a first cousin sharing the 
identical Sciutto maternal source developed severe idiopathic scoliosis with a physical 
onset at age 9, while her full biological sister remained completely unaffected. 
This micro-segregation perfectly illustrates the principles of incomplete penetrance 
and polygenic inheritance. The cousin who manifested the condition at age 9 
experienced the exact developmental trigger window where the rs11190870 enhancer 

overrides straight spinal growth, having likely inherited a homozygous TT template or a 
high concentration of accompanying risk modifiers from the shared parental reservoir. 
The unaffected sister, like myself, inherited a balanced or protected genomic 
combination, allowing the spine to grow completely straight despite carrying the deep 
ancestral payload. 

 

5. Conclusion: Rewriting the Richard III Cold Case 
The integration of this multi-period dataset yields two definitive conclusions that reshape 
our understanding of late medieval British history: 

1. Bloodline Continuity: The House of Beaufort (R1b-U152) and King Richard III 
(G2a-Z1815) are not biological strangers separated by an invasive act of 
infidelity. They are twin branches of a singular, deeply conserved prehistoric 
ruling class that dominated Europe from the Iron Age to the medieval period. Any 
historical non-paternity event was a lateral genetic shift that left the overarching 
autosomal identity, elite social prestige, and dynastic legitimacy of the 
Plantagenet crown entirely untouched. 



2. The Universality of the Curve: Because the G2a and R1b factions drew from a 
single panmictic pool, the rs11190870 spinal payload was standard, uniform 

issue across both sides of the family tree. The genetic engine that twisted the 
spine of the last Plantagenet king was an ancient European inheritance, 
preserved flawlessly across 2,400 years of elite marriage networks, and carried 
down to the present day inside the surviving chromosomal segments of my own 
family. 
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