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SYMPTOMATOLOGY OF CHRONIC KIDNEY DISEASES (CKD)

Dr. Haresh Dodeja,
Nephrologist & Transplant Physician

Diseases of kidney often remain asymptomatic for quite sometime. Early symptoms are often very subtle &
vague. Hence it is very important for afamily physician to recognize them in time & refer early.

As kidney function decreases, the symptoms are related to the inability to regulate water and electrolyte
balances, to clear waste products from the body, and to promote red blood cell production. Unrecognized
or untreated, life-threatening circumstances can develop.

Symptom 1 :

Changes in Urination = Frequent, pale, excess or less, dark

concentrated

Symptom 2:

Swelling due to excess fluid

Swollen feet and ankles
Puffiness around your eyes ,especially in the
morning

Symptom 3:

Shortness of Breath

Extra fluid in the body can build up in the
lungs

Anaemia

Rising acid load

Symptom 4:
Fatigue

Anaemia
Acidosis
Anaerobic metabolism

Symptom 5:

Nausea and Vomiting, loss
of appetite

Build up of wastes in the blood (uraemia)
Early morning nausea & at the sight of food
Loss of appetite

Weight loss

Symptom 6 :

Metallic Taste in Mouth/ Ammonia
Breath

Uremia can make food taste different and
cause bad breath, reduces appetite & weight
loss

Symptom 7:
Feeling Cold

Anaemia can make one feel cold all the time,
even in a warm room

Symptom 8:

Dizziness and Trouble Concentrating

Anaemia




Symptom 9:

Skin Rash / Itching + High blood phosphorus
* Neuropathy

Symptom 10:

Leg / Flank Pain * Polycystic kidney disease

* Neuropathy

There is no universally accepted level of kidney function or glomerular filtration rate (GFR) at which all
patients with CKD can be expected to develop symptoms of kidney failure. Patients with additional
complications, such as anemia, diabetes or heart disease, may be expected to develop symptoms at higher
GFRlevels than patients without these other conditions

Patients may lose a great deal of their kidney function without any of these symptoms appearing . When the
kidneys are damaged, the amount of urine that is passed may not decrease until the amount of damage is
extremely severe and perhaps only 15% of the normal kidney function remains, when dialysis becomes
mandatory.

Chronic Kidney Diseases

Dr. Jayesh Desai

Chronic Renal Failure or CKD is the 1st Largest Kidney disease in the world. It is prevalent in approximately
9-10% of general population. CKD encompases varying degrees of renal dysfunction. Patients can have
normal glomerular filtration rate (GFR) with urinary abnormalities or decrease in the GFR. GFR reflects the
function of the Kidney.

CKD is defined as either Kidney damage or a decreased GFR of less than 60ml/min/1.73msq for atleast
3months . After a certain Loss of nephron mass the remaining nephrones begin a process of irreversible
schlerosisthatleads to progressive decline of GFR.

Stages of CKD are classified as follows

Kidney

Renal

Stage 1. Kidney damage with normal orincreased GFR Renal =) 3 artery
(>90ml/min/1.73sqm) Hilum : ety oS5
Stage 2. GFR 60-89ml/min/1.73sqm)
Stage 3a. GFR45-59ml/min/1.73sqm)

Stage 3b. GFR30-44ml/min/1.73sqm) Urinary
Stage 4. GFR 15-29ml/min/1.73sqm) Urethra

Stage 5. GFR< 15ml/min/1.73sqm)

In Stage 1 and 2, the presence of one or more of the following markers of Kidney damage can establish the
diagnosis

* Albuminuria (Albumin excretion >30mg/24hrs or Aloumin : Creatinine ratio>30mg/ gm
* Urinesedimentabnormalities

= Electrolyte and otherabnormalities due to tubular disorder

= Structuralabnormalities detected by imaging

* Histology abnormalities (Kidney Biopsy)

* H/OKidney Transplantation

Referral to Kidney specialist is recommended for patient with a very low GFR or significant proteinuria.
Patient with stages 1,2,3 CKD are frequently asymptomatic and hence many of them are detected during
routine medical check up or while investigated for other medical procedures.



Signs and Symptoms : Patients with CKD may be asymtomatic in early stages 1-3 of CKD and then with
advancement of disease develop endocrine / metobolic derangements or electrolyte imbalance.

Swelling of feet, puffiness of face, increased BP

Anemia (Low HB) Contributing to fatiguibility, reduced exercise capacity, development of COD or HT etc.
Azotemia (increase in blood urea and creatinine ) due to decreased GFR

Mineral abnormalities like hypocalcimia and hyper phosphatemia, hyper magnesemia etc

As CKDis the Chronicinflammatory disease, it affects all the other systems of the body and can manifest

pericardiatis or cardiac arrhythmias

encephalopathy — altered sensorium or behaviour
Peripherial neuropathy and restless leg syndrome

Anorexia, nausea vomiting

Dry Skin and itching all over body

Malnutrition

Sexual dysfunction such as erectile dysfunction, decreased
libido and abnormal menstural cycles.

Platelet dysfunction with tendency to bleed

Hence it is very important to detect CKD in early stages as it is associated with high incidents of
cardiovascular &cerebrovascular mortality. 70% patients of CKD have high Blood Pressure and large
number of them have co-morbid condition like Diabetis Mellitus dyslipidaemia thereby increasing risk of
CVDinthisgroup.

Diagnosis of CKD

Diagnosis of CKD can be easily done with the following tests = = W —
1. Urine Examination » Q E
2. Renal Chemistry ::: i
3. ImagingStudies like Renal USG/CT/MRI = — &<
4. Kidney Biopsy especially in patients presenting with Asypmtomatic v .
Urinary Abnormalities
5. Special Immunological test suchas ANA /ANCA / Compliment level q/

Based on the above investigations, the CKD patients can be grouped into
the following

1.

oukwnN

Glomerulopathy — Primary or Secondary
Tubulointerstitial Disease

Vasculitis

Calculus Disease

Congenitilal Disease Commonest being polycystic Kidneys
Hypertensive nephrosclerosis.

Obstructive Uropathy

In the country, the commonest cause of CKD is Chronic Glomerulo Nephritis especially diabetic
nephropathy followed by chronic Tubolointerstitial Disease. Polycystic Kidney Diseases contributes 1to2 %
of all patients with CKD.



Management : Early detectionisthe Key to prevent the progression of CKD.
Specific treatment would depend on type type of disease causing CKD and  usually comprise of
Immunosuppresors like steroids, MMF Azathioprine / cyclophosmamide

Principles of Management of CKD :

1. Control Hypertension

2. Control comorbid conditions like DM/ dyslipidaemia

3. Todetectthe correctable causessuch as Calculus Disease with obstructive uropathy (obstruction) or
bladder outlet obstruction, UTI.

Correction of the abnormality arising due to CKD

1. Anaemia — Adequateironsupplementationanduse of Erythropoietin

2. Hypocalcimia, Hypophosphatemia Use of Phospatic binders Calcium Supplements and use of
Vitamin D.

3. To provide renal nutrition that will take care of protein energy malnutrition . Low Phosporus with
restricted salt intake to correct high potassium.

4. Vaccination against Hepatitis B, Pnuemococal vaccine and varicella vaccine.

5. Earlycreation of vascularaccess (fistula) in the patient with advanced stage of CKD.

Inspite of all above efforts once patients develops stage 5 CKD and manifests symptoms of uraemia, will
have to opt for Renal replacement therapy.

Renal Replacement Therapy comprises of Haemodialysis, Chronic Ambulatory Peritoneal Dialysis & Renal
Transplantation.

Lonterm outcome of successful renal transplantation is superior compare to Dialytic therapy with reference
to quality of life and cost effectiveness

Goals of treatment

1. Tomaintain Hb between11to12gms

2. Tomaintain blood pressure between 125/75to 130/80

3. To maintain S. Phosphorous less than 4mg and S intact PTH
between 150to 250mg/ml

4. Prompt traetment of infection, dehydration etc to preserve

Upper gaswointesting
endascogy

residual renalfunction
5. Tomonitorvascularacessregularly
6. Toevaluate cardiovascularstatusas required

Management of patients with CRF is a team work comprising of
nephrologist, physician, dietician, Psychiatrist and para medical staff
of AKD

Patients survival on renal replacement therapy depends on many inrerreclated factors.



The organ most commonly given by a living donor is the kidney Parts of the other organs are now being
transplanted from living donors. Organs you can donate while you are living include : part of the pancreas, a
kidney, part ofalung, part of the intestine or part of the Liver

Tissues

" Cormneas
- skin

. Bone
Kidneys -

R . Blood vessels
Pancreas -

Cartilage/

Small intesting -
- ligaments

History of Organ Transplant

= 1954 living relating kidney transplant (Dr. Joseph Murray and Dr. David Hume Boston)
= 1962 cadaverickidney transplant by (Dr. Joseph Murray and Dr. David Hume Boston)
= 1963 lungtransplant (Dr.James Hardy Mississippi)

= 1967 liver transplant (Dr. Thomas Starzl Colorado) and heart transplant (Dr. Christiaan Barnard South
Africa)

= 1981 heart/lungtransplant (DR. Norman Shumway California)

= |n 1983, The FDA approved cyclosporine for use in organ transplantation, and the first\ lung
transplant patient survived more than six years.

Historical Aspects—Cadaver Transplantation—
1967 —First successful cadaver Kidney Transplant in India at KEM Hospital, Bombay
1994 —First successful heart transplant done at AIIMS, Delhi
1995 —First succesful multi-organ transplant done at Apollo Hospital, Chennai
1998 —First Successful Lung transplant, Madras Medical Mission Hospital, Chennai
1999 —First Pancreas Transplant, Ahemdabad

StatusInindia
* |nlIndiaaround 6000people die everyday waiting for organ transplant.
=  Every 17 Minute someone dies waiting for transplant.
= Every 13 minutessomeoneisadded toawaitinglist




Donor Crisis
Need vs Availability of organ donors in India (annually)

NEEDED AVAILABILITY

KIDNEY 175000 5000 donors

LIVER 50000 No of transplants
carried out 700

Situation in India
= Annually 1.6 lakh die due to Road Traffic Accidents.
" 67% deaths: Brain Stem death.
= 93000: Potential organ donors / year.
= Butin reality, only 0.05 / Lakh people donate their.
= Rate of OD is Highest in Spain (35per 1 Lakh population)

= |n India, Tamilnadu ranks first among all states

INDIA’S ORGAN DONATION RATE IS ONE OF THE LOWEST IN THE WORLD
* |ndia—0.26 per million
= USA- 26 per million
= Spain — 36 per million

Transplant Patient Survival rate

KIDNEYS

90.40% 90.05% 97.02% 85.02%

Year 5 76.80% 77.05% 87.07% 55.02%

MAKE A PLEDGE TO DONATE YOUR ORGANS & BECOME A PART OF THE SOLUTION . TO KNOW
MORE LOG ON TO WWW.ORGANINDIA.ORG




HISTORICAL ASPECTS- CADAVER TRANSPLANTATION- INDIA

» 1967- first successful cadaver kidney transplant in india at KEM Hospital, Bombay

» 1994- First successful heart transplant done at AlIIMS, N. Delhi

» 1995- First successful multi-organ transplant done at Apollo Hospital,Chennai

» 1998- First Successful Lung transplant, Madras Medical Mission Hospital, Chennai

» 1999- Fitst Pancreas Transplant, Ahembdabad

SITUATION IN INDIA
Anually 1.6 lakh die due to Road traffic Accidents.
67% deaths: Brain stem death.

93000 : Potential organ donors / year.

But in reality, only 0.05/ Lakh people donate their.

Rate of OD is Highest in Spain (35 per 1 lakh population)

In India, Tamilnadu ranks first amoung all states.

1 YEAR 90.4%
3 YEAR 83.3%
5 YEAR 76.8%

KIDNEYS LUNGS

& | A

TRANSPLANT PATIENT SURVIVAL RATES

1 YEAR 90.5%
3 YEAR 83.4%
5 YEAR 77.8%

LOWEST

MAKE A PLEDGE 0 DONATE YOUR ORGANS
& BECOME A PART OF THE SOLUTION
TOKNOWNORE LOG ONTO

IHORGANNDARG
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EVENTS OF NOVEMBER & DECEMBER

Date Event Venue Investigations
16th&17th Anand Mela Hill Side Colony,Vikhroli |  Height, Weight, BP,
December 2017 (W) Blood Sugar Random
24th December Cataract Camp Godrej Memorial Concessional Surgical
2017 Hospiat] Package

CME / WORKSHOPS & CONFERENCES
Registra

Investigations tions

14"May | Diabetic Foot Symposium | Godrej Memorial | Dr. Milind Ruke,Dr. Milind Patil, Dr. | 105
2017 | (MMC Accrediation) Hospial Abhijit jadhav, Dr. Arun Bal, Dr.

Rajesh Keshwan, Dr. SanjayVaidya,
Dr. Pankaj Ahire, Dr. Amit Nagate

5"Noy | Hernia & Abdominal Wall | Godrej Memorial | Dr. Sanjay Sonar, Dr. Deepraj 140
2017 |Reconstruction (MMC Hospital Bhandarkar, Dr.B.Ramana, Dr. Rahul
Accrediation) Mahadar, Dr. Mathew Kroh, Dr. Roy
Patankar




CELEBRATIONS EVENTS & COMPETITIONS

Date AT Venue

29th September 2017 Daserra Celebration Godrej Memorial Hospital

19th October 2017 Diwali Celebration Godrej Memorial Hospital
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