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Glomerular diseases

GC:}HEEE{;:—L of diseases that affect the filters of the
kidney and are wediated by different immunologic
pathogenic mechanisms, resulting in varied clinical
presentation and therapeutic oUEComes.

OThe signs and symwptoms associated with glomerular
diseases are cowmonly nephritic (reflecting
inflammatory mjury) or nephrotic (reflecting
noninflamumatory injury) and are characterized by
hematuria and protejinuria.

OThey are categorized into two broad clinical
phenotypes: Nephritic syndrome or Nephrotic
SynAromE.

ONephritic syndrome reflects glomerular
mflamumation and results in gross hematuria.

GHf.phrnﬁc syndrome results in few cells or cellular
casts i the Urne.
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OThe presence of RBC casts on Urine WiCroscopy s
hgh[; indicative of glowmerulonephritis or vasculitis.

OThe presences of proteinuria indicates a defect of
the size-and/or charge-selective barriers within
the glomerular basement membrane (GBM).



Sign&Symptoms: Nephritic Syndrome

Sign&Symptoms: Nephrotic Syndrome

g

O HewaEra, dgsmnrph[c RBC and RBEE casts

OHypertension and edema, particularly as Kidney
function declines

OFroteinuria, usually < 3 g/day
OAbrormal eiFR (elevated SCr)

T
O Edema
OWeight gain from fluid retention
OFatigue
OPFrotenuria » 3.5 g/day/3 73m*
OHypoalbuminemia
OHyperlipidemia
OLipiduria

Nonpharmacologic Therapy

Nonpharmacologic Therapy
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ODietary measures involve restriction of sodium
intake to 50-100 mEq/day. protein intake of
0.8 to 3 g/day and a low-fat diet of less than
200-wyg cholesterol per day.

OFlasmapheresis or plasma exchange therapy
may be used to rémove immune factors in
select cases.

S

Owhole blood is removed from the body and
centrifugation is used tp separate the cellular
elements from the plasma. The cells are then
infused back to the patient after resuspension in
saline or plasma substitute. The plasma
proteins, presumably including the pathogenic
immune factors, are removed from the patient.



Pharmacologic Therapy
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Immunesuppréssive Agents

Olwuunosuppressive agents, alone or in
combination (corticosteroids/cytotoxic), are
cowumionly used to alter the immune processes
that are responsible for several of the
glowerulonephrrtis.
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Pharmacologic Therapy

Clﬂgcrn;ﬁ?mg and tacrolimus can reduce [ympholine
production E’H activated T [ywphocytes, and & may
decrease proteinuria by improving the perm selectivity
of the GBM.

OMycophenolate wofetil is useful in some
glomerulonephritis because of its effects on T-and B-
[ywphocytes.

ORituximab s used for B-cell depletion and s a useful
agent in antibody-mediated kidney disease.

T
OCorticosteroids as a result of their [wuunosuppressive
and anti-inflamumatory activities reduce the production
and/or release of wany substances that mwediate the
inflamunatory process, e.g. prostaglanding, |eukotrienes,
platelet-activating factors, tumor necrosis factors, and
mEer ek in—1-.

OCytotoxic agents, £.4. cyclophosphamide, chlovambueil or

azathjoprine are cowunonly used to treat glomerular
liSEASES.
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uretjes
OLarge doses of the lpop diuretic, e.4. 360 tod80
wg of furpsemide, way be needed for patients
with mpderate edema.

OA contmmupus IV infusion pr mterwuttent IV
boluses of a lpop diuretic way be employed.
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Oln some cases, a thiazide diuretic or metolazone
way be added to enhance natriuresis.

O In patients with morbid edewa, albuwin (257%)
infusions may be used to expand plaswa volume
and increase diuvetic delivery to the venal tubules,
enhancing diuretic effect.
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OOptimal control of hypertension for patients with

glowmerular disease is important in reducing both the
progression of kidney disease and the risk for CVD.

QACEls and ARB
ODjhydropyridine CCB
ONon-dihydropyridine CCB

.ﬁ.ntrpmtarhu Fla Adgents
EID[E::’:::.FH pmﬁ.[n FESEF Ot FEdlCEs pmﬁ.[nur[a gt |
may minimzed F{[d.nE'.H function deterjoration.

ORenin-Angictensin-Aldosterone System Blockade:
Disruption of RAS by ACEI, ARB and
wmineralocorticoid receptor blockers (spironolactone)
can all decrease proteinuria.
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ONSAIDs probably reduce proteinuria through
prostaglandin E2 inhibition, resulting in a
reduction in intraglomerular pressure. a decrease
i GFR and restoration of the barrier size
selectivity of the GBM.

OBecause of their potential for nephrotoxicity and
Proteauria., t:srp. patient with CKD, long-term use
of an NSAIDs for renoprotection is not comumonly
prescribed.
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NSAI Ev

Olndomethacin and meclofenamate have similar
efficacy to ACEIls, and combingd treatwent with
an ACEl results in additional proteinuria
reduction. However, adherence to a low -sodium
diet or concurvent use of a diuretic 15 needed to
mwaxinuze the antiproteinuric effect.

Statins

OTherapy is especially needed for those with
concurrent atherpsclerotic cardiovascular
disease, or with additipnal risk factor e.g.
swipking and HTN.

OHMG -CoA reductase mbhibrtors are considered
the treatmwent of choice and statins can reduce
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Statins”

OMeta-analysis studies showed that statins
appear to reduce kidney function decling and
slow the progression of protéinura woderately.

OStatins should be used to treat the dyslipidemia
in patients with persistent nephrotic syndrome.

Ant;hwggrﬂﬂnts

ORenal vein thrombosis, pulmonary emboli, or
other thromboemwbolic events are serious and
cowmgn Complications of nephrotic syndrome.

OAnticoagulants may be beneficial for patients
with membranpus nephropathy.



