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By the end of this session, you will be able to:

01 RECOGNISE

What a starved microbiome looks like

• Define the starved microbiome and how it differs from 
other forms of microbial imbalance

• Identify early signs of diversity decline — before 
symptoms force investigation

02 INTERPRET

Read markers across time, not snapshots

• Recognise the key microbiome marker clusters and how 
they progress across multiple reports

• Use Species Explorer in Microba Microbiome Explore to 
read trajectory, not just current status

03 MANAGE

Rebuild a depleted gut in the right order

• Support the gut after pathogen exposure, antimicrobial use 
or dietary disruption — and know why sequence matters

• Apply a staged rehabilitation framework mapped to the 
patient's specific marker deficits

04 COMMUNICATE

Translate findings into patient action

• Distinguish symptom resolution from genuine microbiome 
recovery

• Communicate longitudinal findings in a way that supports 
compliance and long-term follow-through

2



Disclaimer

3

4



Why it matters

Key themes

• Silent depletion beneath a clinically improving presentation

• Loss of microbial resilience through cumulative ecological insults

• Post-infectious dysbiosis and incomplete recovery

• The clinical value of trajectory interpretation over time

Key message

• The greatest clinical value of microbiome testing if my experience 
comes from reading it longitudinally not as an isolated snapshot, 
but as a trajectory across time.

5

6



A gut ecosystem chronically underfed not just from infection or dysbiosis, but from the sustained absence of the substrates 
beneficial microbes need to thrive. Remove fermentable fibre and keystone species decline, SCFA production falls, and the 

gut loses its capacity to sustain and protect itself.

K E Y  F E A T U R E S

1 Reduced microbial richness

Lower species diversity across the gut 
ecosystem.

2 Depleted SCFA capacity

Butyrate, propionate and IPA pathways 
weakened.

3 Gram-negative dominance

Elevated Hexa-acylated LPS producers.

4 Persistent immune activation

Mucosal sIgA elevated.

5 Mucin layer degradation

Progressive thinning of the protective 
layer.

6 Protein fermentation shift

Elevated TMA and urease-producing 
microbes.
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S T A R V E D  M I C R O B I O M E

Driven by ABSENCE
Insufficient substrate. Beneficial microbes lose ecological 
footing — no single culprit.

O N S E T Silent, gradual

S Y M P T O M S Non-specific, often misattributed

T E S T I N G No dominant pathogen

T R E A T M E N T Ecological rebuilding

P A T H O G E N - D R I V E N  D Y S B I O S I S

Driven by PRESENCE
A pathogen or overgrowth disrupts the community —
identifiable trigger.

O N S E T Acute, with clear trigger

S Y M P T O M S Patient symptomatic and aware

T E S T I N G Detectable organism out of range

T R E A T M E N T Pathogen management

Same patient presentation; opposite clinical logic.
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Symptoms of a starved microbiome
The combination — not any single symptom — defines the picture.

01 / GASTROINTESTINAL

What the gut shows

•  Bloating and distension after meals
•  Loose stools or IBS-type pattern
•  Poor tolerance to fibre and fermentable foods
•  Slow gut transit or constipation
•  Nausea or early satiety

02 / SYSTEMIC

What the body shows

•  Fatigue not explained by other causes
•  Brain fog, poor cognitive clarity
•  Frequent infections, slow immune recovery
•  Skin changes — eczema, rashes, acne
•  Progressive food intolerances

03 / CLINICAL PATTERN

The diagnostic signature
Partial treatment responses that never fully hold · gradual narrowing of food tolerance over months to years · fatigue that 
persists after GI symptoms improve.

Clinical trap: GI improvement with persistent fatigue is not recovery — it can signal a stable depleted state.
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The starved microbiome is not a diagnosis. It is a low-resilience ecosystem state that increases 
vulnerability across all these systems.
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Clinical question: "Has your diet, stress levels, travel history, or 
antimicrobial exposure changed significantly over the last 1–2 years?"

Red flags Clinical patterns
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Which species need which 
substrates

Key species Primary substrate Clinical food sources

Faecalibacterium 
prausnitzii

Resistant starch, 
arabinogalactan

Cooled cooked potato, green banana 
flour, legumes

Roseburia / Eubacterium 
rectale

Resistant starch, inulin-type 
fructans

Green banana flour, legumes, cooked-
cooled grains

Bifidobacterium spp. Inulin, FOS, GOS Chicory root, onion, leek, Jerusalem 
artichoke, GOS supplement

Akkermansia muciniphila Polyphenols, mucin substrate Pomegranate, berries, green tea, olive oil

This is why ≥30 plant foods per week is recommended — different species require different substrates. 
Diversity of substrate sustains diversity of organisms.
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What recovery actually looks like
A staged trajectory — symptoms shift first, the ecosystem rebuilds last.

01Weeks 4–8

EARLY

Symptoms shift

Symptoms stabilise, transit 
improves, energy begins to return.

A positive signal — but the microbiome 
has not yet recovered.

02Months 3–6

INTERMEDIATE

Function returns

sIgA trends downward, fibre 
tolerance widens, SCFA production 
begins to recover.

Retest now — confirm the functional 
trajectory is on course.

03Months 6–12+

LATE

Ecosystem rebuilds

Diversity and richness improve; 
resilience to variation and illness 
normalises.

True recovery — longer in severely 
depleted patients.

THE PRINCIPLE

Symptoms improve before the microbiome 
recovers — every time.

CLINICAL TRAP

Close the case on symptoms alone, 
and you will always close it too early.
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1 0 0  g 2 0 0  g 3 0 0  g

Chicory root (raw) 12 g

Jerusalem artichoke 28 g

Garlic (raw) 30 g

Dandelion greens 50 g

Leek 60 g

Onion (raw) 80 g

Wheat bran 100 g

Lentils (cooked) 130 g

Chickpeas (cooked) 150 g

Asparagus 170 g

Under-ripe banana 200 g

Cooked-cooled potato 250 g

Rolled oats (cooked) 350 g
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4 0 0  g 8 0 0  g 1 2 0 0  g 1 6 0 0  g

Psyllium husk 55 g
Wheat bran 90 g
Chia seeds 110 g

Flaxseeds (ground) 140 g
Almonds 300 g

Rolled oats (dry) 360 g
Black beans (cooked) 440 g

Chickpeas (cooked) 500 g
Lentils (cooked) 520 g

Wholemeal bread 540 g
Avocado 570 g

Raspberries 585 g
Broccoli (cooked) 1460 g
Apple (with skin) 1580 g
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J U N E  2 0 2 3

PHASE 1

Stress-driven 
functional dysbiosis

Five years of chronically low 
fibre intake. Gut-brain axis 
dominant. Depleted baseline 
with early immune activation.

Complete symptom 
resolution following 
treatment.

2 0 2 3  – 2 0 2 5

THE GAP

Cumulative insult — no 
monitoring

Overseas travel, dietary 
disruption, doxycycline tx (2 
wks, malaria prevention), 
binder use, acute GI infection 
requiring hospitalisation.

No pathology taken.

O C T O B E R  2 0 2 5

PHASE 2

Post-infectious 
collapse
Post-infectious dysbiosis 
confirmed. Pathobionts 
detected, barrier dysfunction, 
hexa-LPS climbing, butyrate 
further depleted.

Rehabilitation commenced. 
Symptoms improved.

F E B R U A R Y  2 0 2 6

PHASE 3

Incomplete recovery

GI symptoms largely resolved. 
Microbiome at its lowest 
point across the case.

Protocol recalibrated in 
response to data.

M A Y  2 0 2 6  ·  R E P O R T  4

PHASE 4

Early ecosystem 
recovery signals

Richness 118 species. 
Propionate pathway active; 
butyrate producers still 
depleted. Protocol continues.

sIgA Optimal ✓ Richness Low

TMA High pH High Butyrate ↓

Propionate ↑
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Target marker Intervention Product/approach Dose

Elevated sIgA — mucosal 
immune activation Multi-strain probiotic LGG, BB-12, Saccharomyces boulardii 1 daily

Richness 130 species —
depleted diversity

High-strain diversity 
probiotic 30B CFU, multi-strain 1 daily

Richness + butyrate —
substrate support Broad prebiotic blend

Oats 2g, RS65 green banana 2g, 2'-
fucosyllactose 1g, GOS 1g, PHGG 1g, 
pomegranate ext 0.5g

7.5g twice daily

Transit — elevated 
propionate, slow transit

Spore + PHGG 
synbiotic B. coagulans IS2, B. subtilis HU58, PHGG 1 tablespoon with 

food

Hexa-LPS HIGH, TMA 
HIGH

Anti-inflammatory lipid 
therapy High-strength omega-3 4020mg total daily

Barrier dysfunction —
sIgA + low butyrate

Gut barrier repair 
nutrients

L-glutamine, turmeric, zinc carnosine, 
quercetin 1 scoop 2 per day
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Phase 3 Dietary strategy

Mediterranean high-
diversity pattern

DAILY

>30 plant foods per week

WEEKLY TARGET

Resistant starch daily

Cooled cooked potato, green 
banana flour, legumes

Polyphenol-rich foods

Berries, pomegranate, green tea, 
olive oil

Fermented foods rotation

DAILY

Omega-3 rich proteins

Oily fish minimum 3× per week

Strict reduction of ultra-
processed foods & artificial 
sweeteners

Hydration 2–2.5 L daily

DAILY
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Longitudinal trends — all four reports
MARKER REPORT 1

JUL 2023
REPORT 2
OCT 2025

REPORT 3
FEB 2026

REPORT 4
MAY 2026 TREND

Microbial richness BORDERLINE LOW
139

BORDERLINE LOW
146

LOWEST POINT
130

LOW
118

Rebuilding underway; richness lags diversity —
recovery expected

Butyrate producers FUNCTIONAL 
RESERVE BORDERLINE FORMALLY LOW STILL LOW

6.91% (-3.46 DFA)
Last to recover in the ecological sequence; 
direct butyrate support continuing

sIgA ELEVATED ELEVATED ELEVATED OPTIMAL
1141.43 µg/g

First time in range across all four reports; 
mucosal immune activation resolved

Hexa-LPS / pathobionts OPTIMAL ELEVATED
B. vulgatus dom inant

HIGH
E. coli dysenteriae

OPTIMAL
0.23%

LPS burden controlled — omega-3 & dietary 
strategy effective

TMA producers NOT FLAGGED BORDERLINE HIGH HIGH HIGH
6.08% (+1.68 DFA)

Elevated but addressed; omega-3 & 
Mediterranean diet

Faecal pH OPTIMAL OPTIMAL ABOVE RANGE ABOVE RANGE
7.39

Will normalise as butyrate producers recover 
— expected sequencing

Propionate producers NOT FLAGGED NOT FLAGGED BORDERLINE HIGH ACTIVE
11.29% (+1.74 DFA)

SCFA pathway rebuilding — propionate 
precedes butyrate in recovery

Akkermansia muciniphila NOT FLAGGED NOT FLAGGED NOT REPORTED EMERGING
5.66% (+2.19 DFA)

Polyphenol strategy working — mucin layer 
activity recovering

Pathobionts ABSENT DOMINANT
B. vulgatus

ELEVATED
E. coli dysenteriae

NOT REPORTED Reducing

Blautia spp. — — —
DOMINANT
Massiliensis 11.66%, W exlerae 
8.73%

Propionate producers active; ecosystem 
rebuilding from the substrate up

● Optimal / favourable       ● Borderline / transitional       ● Out of range / adverse       ● Not assessed       
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1

Stress-driven 
functional dysbiosis

Reversible and responsive

2

Acute post-infectious 
inflammatory dysbiosis

LPS dominance, barrier 
disruption

3

Partial symptomatic 
recovery

Persistent microbial 
dysfunction

4

Early ecosystem 
recovery signals

Propionate before 
butyrate

NEWLY RECOGNISED

2023 disease evolution over ~3 years 2026
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Key learnings
Eight learnings, four shifts in practice.

01    RECOGNISE

Spot the starved-microbiome picture early

Define starved microbiome — substrate absence, not 
pathogen presence.
Catch early clinical signals before symptoms force 
investigation.

02    INTERPRET

Read the marker cluster, not isolated values

Sequence the cluster — butyrate, then IPA, then richness, 
then LPS & sIgA.
Connect dietary recommendations to specific species and 
substrates.

03    MANAGE

Rebuild the gut in the right order

Support in sequence after insult — barrier first, then 
substrate, then diversity.

Apply staged rehabilitation mapped to markers — not 
generic supplementation.

04    COMMUNICATE

Translate findings into realistic expectations

Distinguish symptom resolution from genuine recovery —
confirm with data.
Frame longitudinal findings to support realistic expectations 
and compliance.

THE THROUGH-LINE

Treat substrate, sequence, and structure — not symptoms alone.
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