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Cardiometabolic Risk Factors???!

BMI =25 kg/m” (23 kg/m” if high-risk ethnic minority) ar waist
ciroumference =94 em (37.0 inches) far men (290 cm [35.4 inches] in men
of South Asian or Chinese ethnicity, or 285 on [33.5 inches| in men of
Japanese ethnicity) or 280 em (31.5 inches) for womnen of all ethnicities
Hba,  39-47 mmalimol, fasting plasma glucese of 5.6-6.% mmal/|
(100-125 mg/dl), er 2-hour plasma glicose during OGTT ef

7.8=11 mmoll (140-19% ma/dl), or established TZD

BF =130/85 mmHg or antiby pertensive drug treatment

Plasma triglycesides =170 mmol/| or lipid-lowering treatment

Flasma HOL-cholesterol 1.0 mmolf| in men, =1.30 mmal! in women, ar
lipid-lewering treatrment.

Secondary Causes of Hepatic Steatosis®!
Drug-nduced liver injury, &.g. amiodarone, methotrexate, tarnaxifen,
and corticosteroids

= Endocrine disarders, such as hypothyroidism, PCOS, panhypogituitarism,
ar grawth harmane deficiency
Nutrient deficiency ar malautrition, such as fram acute weight |oss due
to bariatric surgery or fasting, total parenteral nutrition, ar small intestinal
bacterial overgrawth

= Chranic hepatitis C virus infection.

Flowchart for SLD and Its Subcategories??
p——— How Commeon and Serious

Flapaate sbocns herlad by ey ~ s MASLD 6211121

* MASLD is now the most comman
liver diserder in Western countries,
and has been estimated to affect
up to 30% of adults in the UK!.12
a MASH has been estimated

to affect up to 5% of the
UK populationil
MASLD (specifically prograssive
MASH) is the fastest growing
indication for liver transplartation
in Western countrims/'
MASLD is also associated with an
increased and incidence
e prevalence
a CVD is a mone comman cause
of death than liver disease
in MASLDS
jati - = i * MASLD is highly prevalent in
4925 scad wit people living with T2D.%

and &0 g sguates to 7.5 unlts,

Screening for MASLD in Primary Care® Useful Resources
The appearance of steatosis on abdaminal LSS5 is operator-dependent and a normal USS does
net rule out MASLDH
&ﬁdw:mm s for MASLD with liver fibrosis in those wha have abnarmal liver
enzyrmes, candi lic risk factors, and/or incidental radiological signs of hepatic steatosis®
The EASL, the EASD, and the EASO recommend looking for MASLD with liver fibrasis in
individuals with one ar more of the following: =
o T2D
o shdominal obesity and =1 additional metabolic risk factor
o abnormal lver blocd test results.
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Interpreting Liver Blood Tests
in Primary Care

Medscape # uk X Guidelines

Privary care Hacks

Medscape Glokal and

LB havo traditionally boan rafarrad 1o a ivar function tasts (LFT). Howauer, typical LBT fo.g ALT and AST) and markers
of It Kancion {5, lbusrin and cloti factor P Additcnally, many kil whs abmomnal LET: rave el et Toon i Tharafare, t@ avald canfusion and
LET is now the pi

Key Messages
. &. Comman patterns of abnormal LBTs are often more
1 ::::1:“"' ::’m““m:'zlaﬂ';lm ALT, AST, ALP, GGT, total helpful than individual markers
\
2. Alimormal LBT: ara vary tomeman in primary carel 7. GGT is useful in determining whether raised ALP is of

" e bone or liver origin
t:";‘ﬁ‘;;':;’;'ﬁ:;::’d“’d when spedifically indicuted Isolated raised bilirubin is commonly caused by Gilbert's

4. Interpretation of LBTs should be individuali Y but should be excl
el oot 9. Always consider a possible pharmacological cause for

bnarmal LBT:
5. Abnarmal LBTs are likely to remain abnormal on oLy - are & boor ouide o the develonment
ferenoang L oymes e oor ’

1. Commenly Requested LBTs">%!
« ALT laval varias with age, gendar, athalcity, BMI, Binass, and axarcise
AT« Rocant consansus suggests that tha curmant ULN far ALT s too law; EASL-EASD-EASO guidance on MASLD™ sugqasts that an individual has alovated
AIJN>ﬂuﬂhmdmvdwxuﬂ\nﬁmhitmﬂnm-lmgn1 Ul in bath men and wamen).
* Mot as Fver-specific as ALT, howewer, in ALD:, AST is @ mare sensitive marker of liver injury than ALT
« May be elevated in M or mpositis
Tha Da Ritis/ASTALT ratio may be useful in alavated a

4. History, Examination, and
Screening!!141818%9)

Incraasa in ALT than AST.
 haa genersl g
‘© ASTALT <1 [ie. AST<ALT] MASLD, i BorC,e rjuary
o ASTALT 22 is associated with ALD, cirrhosis fe.g. in MASH), d
‘o ASTALT &5 warrants suspicion of possible extrabepatic causes. an MI, myositis), p-nml.-d, FALT el ave rormal

* ALP & slevatad In chelestatic liver disease s-g. PAC, dnug-inducsd iver injury), extrahapatic biliary obstruction (s.g. gallsionss, pancreat.c cancer, Bona
disaasa (0.3 bany Fagats dis ractires), renal and right-sided HE

* ALF is alta higher in pragnancy i in increased
< aied wwummm e lcchel consumein, mmm variaus s (e 5. paracetamal, phenytoin, soum valprostal

T mamqaufm«h.paﬁaeu»dmnnhg.macmandmmmmawnm
« Despite its low spedcity for iver dizase, GGT is ane of the
« GGTis usthul i dutermining whether rained ALP o of bune o lver origin lses 7, terreting Rosed ALPL.

* Intial tasting usually reparts total

factians)
n Gilbart's syndroma and RBC breakdown (Le. hasmalysia) sse 8, lsclated Raised
drugndced

Bifirubsinl
PR T S e D B e cholestasis, o bikery obstruction

(2.3, by gallstonss or malignancy)

. iirum l\humn it s marker of synthetic fevele
i i plasma is around 20 days

. Lmhu-alwndmdmnpqmmm systemic

b rormal n sevare acute iver damage, a8 the

Gl protain loss, and MF
* In the abserce of other abnormal LBTS, low serum albumin is unliely 1o be of liver crigin,
* In the presence of significant lver infury (usually 70% loss of syrahetic function), prohction is reduced and PT prolonged/INR raised
« Prolomged PTiraised INR can slso be caused by warlarin therapy, o by vitamin K deficiency in fst malsbsorptian or chranic cholestasis
# In the presence of otherwise nosmal BT, prlonged FT is unlicely to be of fuer origin.
e this b the maultaf & chaniam ivolving b
parta sar), and . :

Mata: tha srandard sat of LETs difors Batwasn areas. Tho B5G raccen
an FBC if not already pariormed witfin the pravious 12 monifs!|

;

mands assessng Bilirubin, albumin, ALT, ALP, and GGT whan first invoetigating patantial Iwer disaats, with

v chsssn
Use Disorers ientifcaton Tes; BALUETS8irm nghom an Lambesh L Evsiuation Testing Sowegie
CorD. ehsnaan;
BASL. mhmmum.u"qmn-amm.mmn_mm
i # ik, HBA, p
Hood test;

imiey sclercaing cholangiliy; PMH-past medicd hissary;
e DCmdbhndr!lllﬂﬂP il Coteye P
it of " B siits blood wall.

medscape.co.ukguidelines

6. Commen Patterns of Abnermal LBTs!-52a

3. Indications to Check LBTg/4%17

* Indiscriminate testing of LBT: in responsa to
nonspecific symptoms that are nat suggestive

o liver disease alhiymludmunmau

= a single basaling ALT is all that is
required—if this is <3x ULN, commence
the siatin and repeat ALT only if clinically

g, and
+ Opportiatc tescing of LT it

B and NHS AACH
guidelines do racommend furthar
ALT/AST as part of

tisk factors for lvor disaasa.

Main Indications for Checking LBTs

* Nonspecific symptoms suggestive of liver
disease, 9.9, fatigue, nausea, or loss of appatis.
Evidence of chronic liver disease. = 5
qmmmungmn(pnmlnyp-wm

early siatin monitaring}
o DMARD manitaring:
- dicusson wih ha paciali taam and
okding of theragy may be waransed
JManw’uAsl =100 L/, o an
d reciuctian in abumin <30 g1

paﬁphm\uam hepatosplencmegaby, and
spldar naa)
MM-MMM-\IMM of

byl it IR

lincreased nikuml-ﬂ. and IBD faround 10% risk.
of camarbid P31

are asscciated wih liver disaase and may require

LET manitaring. Netably:

o statin manitoring—stating can cause &
trantiant risa In liver aminotranfurases but
o ot causa livar dissase; tay ar liely to
be beneficial in MASLD (note: CVD is 8 more:

Suspected acute wiral hepatitis
{e.g. HBV, WO, v cm Em—mndudw‘li
in addition ta hapatiti sarlogy

A3 part of seraening for MASLD in the presance
S ook ok facior ancyo fosnoes

. Further Investigations and Repeat Testing/* %2021

steatcals b5 found incidentaly on USS fses the
Enmary Cars Hack on MASAD/MASH).

TFis

alpha.1 antitrypein
FlB.4, FMASLD ks suspactad
sarum or wina o
caarulcplasmin i family histary
of Wilsan's disease, and/or
aged

AMA, anti-LKM antibodics, ANA] <45 yaars|

immunaglebulins
HEV/HCW sarclagy
iV

frorelmelIR T SR T4

T.nm l-LmM 4 = Unchanged

if acute hepaiis s
ko cansidar HAY, H
EBV seralgy.

CW and

= Causes indude MASLD, ALD, vral
hapatitis, AlH, and dnug-induced bver
injury (o9, paracetamd overdass)

= Consider targeted further investigation
and USE froa Figurs 1).

» Causas induds FAC, PSC, billary
obstruction fe.g. fom galstones,
strictures, induced

livar injury, and hopatic congestion (a.g

secondary to HF)

* Consicler UISS and targeted further
investigation [see Figure 1),

= Often saen in the context of medication
se (30 9, Pharmaccloglcal Causss.

= Oten s of Glberts syrrorne,
bt it shoniel el bt avclch
Raisod Bifirubin).

(00 8. bsolsted

Fallure of .
(e .Js::“d;q.lmihmlnv'dpldm’gldﬂ“

medscape.co.uk/guidelines
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Cardiovascular and
kidney protection
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as well as reduce the risk of kidney and heart failure. Importantly the
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What are SGLT2 inhibitors and what are their benefits?

E Dr Kevin Fernando
W 17 subscrvers L1 subscribed 4 P Ashae  cip  [] save

Damamhar nratact vour kidnave tn coave vour hacrtl
ROICIIeCH PO oLy Our GnCy S e SGVeyOuriCarv

2.3K views 11 months ago i

Hi I'm Kevin Fernando and in this video, | will explain what SGLT2 inhibitors are and their benefits for patients who are prescribed them. | hope you find this video helpful. Please subscribe to my channel to
learn more
..more

Urinary Albumin-To-Creatinine Ratio (UACR) test
10 Oct 2023 + #metabolichealth #type2diabetes #kidneydisease m Watched
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The Five S's: Sitting

Many are calling sitting the new smoking. Whilst the science doesn’t quite back this up,
it is a snannv wav tn canvey the potential health risks of oo much sitting

Ownke @DrkKevinFernando



== Hewuwry
—= Age 58
—= Presenty to- duty igggbg
e withv a very sore & r
=== History left big toe. Hes never
i had Huy before
—n PMH Hypertension
i S Clear exvidence of
—= Exomunation Do
— BP 137/84
—=
__ eGFR >60 ml/min/1.73m?
—=
Luinoprd 20mg od &
—i= Cwrrent J °
= et Bendroflumetiviaz e
= M 2.5mg ool
Mawketing. Non-smoker
—= Social history but enjoys alcoirol
regularly

——
—

——

@What do we offer Henry for his acute
attack of gout?

QWhat lifestyle advice should we offer
Henry?

QWhen do we offer him urate-lowering
therapy and what options are
available?

QWhat target serum uric acid should we
aim for?

QShould we review his medications?

QWhat are the implications for Henry’s
future CV risk?




Management of Gout

NICE NG219 2022, BMJ 2022

* Goutisincreasing in prevalence, incidence and severity yet remains under-
diagnosed and under-managed by both HCPs and patients

* Commonest inflammatory arthritis

* A change in thinking...
* From troublesome recurrent condition to chronic inflammatory arthritis
* Ongoing crystal deposition leads to joint destruction and long-term pain & disability



@ What do we offer Henry for his acute attack of gout?

* Clinical diagnosis - exclude septic arthritis, pseudogout (wrist & knee)
— Uric acid often falls during an acute attack so of no diagnostic value
— Consider joint aspiration & microscopy if diagnosis uncertain

* Treat acute attacks early
— Advise rest, ice pack & elevation

* Treatment choice should be guided by co-morbidities, current therapies, renal
function & patient preference

— 1st line: Full strength NSAID+/-PPI OR colchicine 500mcg bd-gds maximum dose
6mg (12 doses) (reduce dose if eGFR<50 or short course) OR oral steroids
(prednisolone 30-35mg od for 3-5 days)

— Consider intra-articular or intramuscular steroids if NSAIDs and colchicine are
contraindicated, not tolerated or ineffective e.g. IM methylprednisolone 80-120mg



@ What lifestyle advice should we offer Henry?

Gout

* All patients with gout should be given verbal & written information
* https://versusarthritis.org/about-arthritis/conditions/gout/

* UK Gout Society www.ukgoutsociety.org/ _ ;
* Weight management VERSIS
* DASH diet

* Reduce intake of high purine food e.g. red meat, game (venison), offal (liver & kidney)
seafood, oily fish & shellfish, foods rich in yeast extract (e.g. Marmite)

* Vitamin C, skimmed milk & low-fat yoghurt can help. Cherries & cherry extract also
helpful particularly alongside allopurinol

* Avoid excess alcohol especially beers and spirits

* Main adequate hydration


https://versusarthritis.org/about-arthritis/conditions/gout/
https://versusarthritis.org/about-arthritis/conditions/gout/
https://versusarthritis.org/about-arthritis/conditions/gout/
https://versusarthritis.org/about-arthritis/conditions/gout/
http://www.ukgoutsociety.org/

@ When do we offer him ULT and what options are available?

* Offer ULT using a treat-to-target strategy to people with gout (15 or subsequent flare)
who have:

— Recurrent or troublesome flares
— CKD stages G3-5

— Diuretic therapy

— Tophi

— Chronic gouty arthritis

* ULT often life-long treatment



@ When do we offer him ULT and what options are available?

ULT is best delayed until acute inflammation & pain has settled (usually at least 2-4 weeks). If more frequent
flares can be started during a flare

— Check SUA after 4-6 weeks
— Do not stop ULT during acute attacks

1stline: Allopurinol or feboxustat considering co-morbidities & preferences
— Allopurinol 18tline in people with gout & CVD
— Consider switching if SUA target not achieved or 15tline rx not tolerated

Allopurinol: 100-900mg daily (lower if eGFR<60)
— Increase 4-weekly by 100mg

Feboxustat: 80-120mg daily

— Safein renal impairment

— in patients with pre-existing major cardiovascular diseases, febuxostat therapy should be used
cautiously, particularly in those with evidence of high urate crystal and tophi burden or those initiating
urate-lowering therapy (MHRA 2023)

Offer gout prophylaxis for up to 6 months to prevent acute gout
— Colchicine 500mcg od-bd or low dose NSAID with PPI cover or low dose steroid if colchicine ClI, not
tolerated or ineffective



@ What target serum uric acid should we aim for?

* Treatto a SUA target of <360pmol/l to prevent further crystal formation & to dissolve
existing crystals

* Consider a lower target < 300pmol/l if:
— Have tophi or chronic gouty arthritis
— Continue to have ongoing frequent flares despite SUA <360pumol/l

e Annual assessment of SUA



@ Should we review his medications?

* Yes!
— Switch diuretic to an alternative class of antihypertensive
— Losartan and CCBs are better options as they have uricosuric properties
— Also, fenofibrate and statins
— Continue low dose aspirin

 SGLT2i’s reduce SUA in people living with T2D

* Bempedoic acid canincrease SUA and goutincidence



@ What are the implications for Henry’s future CV risk?

* Gout is strongly associated with an increased risk of a wide range of CVD
— This association persists even after adjusting for traditional cardiovascular risk
factors
— Temporal association with flares: gout flares may signal a short-term increased
risk for heart attack or stroke, especially in the 2m following an acute episode

* Monitor & manage CV risk factors aggressively in people with gout

* Assess CVrisk e.g. using QRISK3-2018
— Discuss life story & consider lifestyle choices

— Review CV risk factors, BP, pulse etc.
— Consider other bloods e.g. HbA1c, lipids, FIB-4
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