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Q PHOSPHOROUS

o

©  PHOSPHOROUS: SERUM 3.28 mg/dL 2.30-4.70

2 by PHOSPHOMOLYBDATE, SPECTROPHOTOMETRY

. INTERPREATION:-

1.Eighty-eight percent of the phosphorus contained in the body is Bocalized in bone in the form of hydroxyapatite. The remainder is invo lved in
intermediary carbofydrate metabo Bism and in physio Bogicall By important substances such as phospho Bipids, nuc Beic acids, and adenosine
triphosphate (ATP).

2.Phosphorus occurs in bl ood in the form of inorganic phosphate and organicall By bound phosphoric acid. The small I amount of extracel |
organic phosphorus is found exc Busively in the form of phospho Ripids.

3.Serum phosphate concentrations are dependent on mealls and variation in the secretion of hormones such as parathyroid hormone (PTH) and
may vary widely.

DECREASED (HYPOPHOSPHATEMIA):-

1.5hift of phosphate from extracel Bullar to intracel Bullar.
2.Renall phosphate wasting.

3.Loss from the gastrointestinall tract.

4.1 oss from intracel Bullar stores.

INCREASED (HYPERPHOPHATEMIA):-
1.Inabi Bity of the kidneys to excrete phosphate.
2.Increased intake or a shift of phosphate from the tissues into the extracel Rullar fluid.

SIGNIFICANCE:-

1.Phosphate Bevells may be used in the diagnosis and management of a wvariety of disorders inc Buding bone, parathyroid and renall disease.

2 fypophosphatemia is re Batively common in hospita Bized patients. Levels Bess than 1.5 mg/dL may resu Bt in musc Be weakness, hemo Bysis of
cell Is, coma, and bone deformity and impaired bone growth.

3.The most acute prob Bem associated with rapid e Bevations of serum phosphate Bewvel's is iypocall cemia with tetany, seizures, and fiypotension.
Soft tissue ca B cification is allso an important Bong-term effect of high phosphorus Bewvels.

4.Phosphorus Bevells Bess than 1.0 mg/dL are potentiall By Bife-threatening and are considered a criticall vallue.

NOTE: Phosphorus has a very strong biphasic circadian rhytim. \VVaBues are Bowest in the morning, peak first in the Bate afternoon and peak ac
in the Bate evening. The second peak is quite e Bevated and resul ts may be outside the reference range
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& UREA: SERUM 83.66 mg/dL 10.00 - 50.00
& by UREASE - GLUTAMATE DEHYDROGENASE (GLDH)
~  CREATININE: SERUM 2.24 mg/dL 0.40-1.20
i by ENZYMATIC, SPECTROPHOTOMETERY
BL.OOD UREA NITROGEN (BUN): SERUM 39.09 f mg/dL 7.0-25.0

by CALCULATED, SPECTROPHOTOMETERY
BLOOD UREA NITROGEN (BUN)/CREATININE 17.37 RATIO 10.0-20.0
RATIO: SERUM

by CALCULATED, SPECTROPHOTOMETERY
UREA/CREATININE RATIO: SERUM 37.18 RATIO

by CALCULATED, SPECTROPHOTOMETERY
URIC ACID: SERUM 6.14 mg/dL 2.50-6.80

by URICASE - OXIDASE PEROXIDASE
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INTERPRETATION:

Normall range for a heal thy person on normal diet: 12 - 20

To Differentiate between pre- and postrenall azotemia.

INCREASED RATIO (>20:1) WITH NORMAL CREATININE:

1.Prerenall azotemia (BUN rises without increase in creatinine) e.g. feart failure, sall t dep Betion,detydration, bl ood Boss) due to decreased
glomerular fill tration rate.

2.Catabo lic states with increased tissue breakdown.

3.Gl femorrhage.

4 High protein intake.

5.Impaired renall function plus .

6.Excess protein intake or production or tissue breakdown (e.g. infection, GI b Beeding, thyrotoxicosis, Cushings syndrome, high protein diet,
burns,surgery, cactexia, high fewver).

7.Urine reabsorption (e.g. ureteroco I ostomy)

8.Reduced musc Be mass (subnormall creatinine production)

9.Certain drugs (e.g. tetracyc line, g Bucocorticoids)

INCREASED RATIO (>20:1) WITH ELEVVATED CREATININE LEVELS

1.Postrenall azotemia (BUN rises disproportionate By more than creatinine) (e.g. obstructive uropathy).
2.Prerenall azotemia superimposed on renall disease.

DECREASED RATIO (<10:1) WITH DECREASED BUN :

1.Acute tubu Bar necrosis.

2.Low protein diet and starvation.

3.Severe Biver disease.

4.0ther causes of decreased urea synthesis.

5.Repeated dia Bysis (urea rather than creatinine diffuses out of extracel Rullar fhuid).

6. Inferited hyperammonemias (urea is virtuall By absent in bl ood).

7.SIADH (syndrome of inappropiate antidiuretic farmone) due to tubuBar secretion of urea.
8.Pregnancy.

DECREASED RATIO (<10:1) WITH INCREASED CREATININE:

1.Phenacimide therapy (acceBerates conwversion of creatine to creatinine).

2.Rhabdomyo Bysis (re Beases musc Be creatinine).

3.Muscu Bar patients who deveBop renall faillure.

INAPPROPIATE RATIO

1.Diabetic ketoacidosis (acetoacetate causes fallse increase in creatinine with certain methodo B ogies,resul ting in normal ratio when defydrati
shou B d produce an increased BUN/creatinine ratio).

2.Cepha B osporin therapy (interferes with creatinine measurement).
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ELECTROLYTES PROFILE: SODIUM AND POTASSIUM

SODIUM: SERUM 135.8 mmo /L 135.0-150.0
by ISE (ION SELECTIVE ELECTRODE)
POTASSIUM: SERUM 4.86 mmo /L 3.50-5.00

by ISE (ION SELECTIVE ELECTRODE)
INTERPRETATION:-
SODIUM:-
Sodium is the major cation of extra-cel Bullar fhuid. Its primary function in the body is to chemicall By maintain osmotic pressure & acid be
baBance & to transmit nerve impu l se.
HYPONATREMIA (L.OW SODIUM LEVEL.) CAUSES:-
1. Low sodium intake.
2. Sodium Boss due to diarrfea & vomiting with adequate water and iadequate sall t rep Bacement.
3. Diuretics abuses.
4. Salt Boosing nephropathy.
5. Metabo Bic acidosis.
6. Adrenocortical issuficiency .
7 .fepatic faillure.
HYPERNATREMIA (INCREASED SODIUM LEVEL) CAUSES:-
1.typerapnea (Pro 1 onged)
2.Diabetes insipidus
3.Diabetic acidosis
4.Cushings syndrome
5.Dehydration
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POTASSIUM:-

Potassium is the major cation in the intracel Bullar fRuid. 0% of potassium is concentrated within the cel Bs. When cell Bs are damaged, pc
reBeased in the bl ood.

HYPOKALEMIA (LOW POTASSIUM LEVELS):-
1.Diarrhoea, vomiting ¢ ma Bl absorption.

2. Sewvere Burns.

3.Increased Secretions of Al dosterone
HYPERKAL_EMIA (INCREASED POTASSIUM LEVELS):-
1.0Niguria

2.Renall faillure or Shock

3.Respiratory acidosis

4 temo Bysis of bl ood

*** End Of Report ***
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