BGJ4480011 @. wauk @sypRe

Toytyuaun BGJ/11/2544

a W L) d
MY HIVYA VU TN I

- s Y J == = I~ ~ @
lAsINs ; ﬂ]]ﬂﬁﬂwuﬁizﬂ’jﬁ &N!m‘U@ﬁ“ﬁﬂﬁ]@ﬁcﬁm‘iﬂﬁlumﬂmﬂﬂ”'lI”I'J auUNIIX
= o o Y -
Twmaday nazmunibdauvesdilatla
An association between citrate metabolism in white blood cells and

body status of potassium and magnesium of renal stone patients
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Abstract

1 .
Introduction : Since potassium-magnesium citrate (PMC) causes the increase in urinary citrate excretion.

Chronic potassium (K) depletion cause hypocitrauria, which is associated with adaptive increases in the
activities of renal cortical cytosalic ATP citrate lyase (ACL) and mitochodrial aconitase (aconitase). The
present studies examined leucocyte ACL and mitochondrial aconitase activity at before and after the

treatment of renal stone patients with PMC.

Method : Twenty male renal stone patients were treated twice daily, with PMC (containing 42 mEq K, 21
mEq Mg, and 63 mEq citrate per day) for a period of one month. Two 24 hour urine and 15-ml
heparinized blood samples were collected from each subject at both before and after the treatment. Urine
samples were analyzed for rplevant hiochemical compositions. Leucocytes were séparated from bhlood
samples by. centrifugation and assayed for ACL and mitochondrial aconitase activity, Urine and blood

samples collected from ten age-matched healthy males were also studied and used as reference values.

Results : The results showed that after the treatment with PMC, significant increases were observed for
urinary pH (p<0.005) and excretions of K (p<0.001), Mg (p<0.011) and citrate (p<0.001). The activity of
both ACL and aconitase were 83.7% (p<0.004) and :60.4% (p<0.02) decreased, respectively. These
decreased values were, however, still higher than that of the reference values. The decrease in activity

of the two enzymes were inversely correlated with the increase in urinary K and citrate,

Conclusion : Our results indirectly suggest that citrate metabolism in leucocyte and renal tubular cells
were in parallel. Though ACL and mitochondrial aconitase activity decreased after the treatment with

PMC, to reach normal values it probably needs longer period of treatment.
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protein/475 LLI) mnﬁ’uﬁqﬁlulﬁtﬁmﬂﬁﬁ‘%‘m’imﬂnwﬁu 25 W91 6.1 M ATP adll wdmldes iRl iiFond 37°
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coefficiency = 3.6/mmol A1 activity gaaulasiuaniilusiuay mmol aconitate Mifsvmin/mg TusAuludauluin
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MIFIIN 1
1

Twenty-four hour urine chemistries of renal stone patient before

and after treatment with potassium-magnesium citrate.

Before After p-value
1. Volume, ml 1464 + 123.5 1387 + 639 NS
2. PH 5.88 + 043 6.69 + 0.58 < 0.005
3. Creatinine,mmole 120+ 25 118+26 NS
4. Na, mmole 105.8 + 40 1129+ 75 NS
5. K, mmole 2455+ 76 56.3 + 15.4 < 0.001
6. Mg, mmole 2.8 +0.99 4.26 + 1.15 < 0.001
7. Ca, mmole 403+26 264 +14 NS
] 8. Oxalale, mmole ! 0.21 +0.09 : 0.17 + 0.06 NS
9. Citrale. mmole  :  1.22+043 | 2.46 * 0.55 < 0.0001
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gﬂﬁ 1 : Effect of potassium-magnesium citrate treatment on leucocyte ATP citrate

lyase (Jmol acetylhydroxamate/mg protein/30 min} in renal stone patients
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Ref : APCN 07172003
January 8§, 2003
Dear Dr. Pote,

We are pleased to have your attendance at the 9™ Asian
Pacific Congress of Nephrology.

Please be informed that your presentation will be scheduled as
follows:

PS1-39

Effect of potassium-magnesium
citrate treatment on leucocyte ATP
citrate lyase and mitochondrial
aconitase activities in renal stone

Reference No :
Abstract Title :

patients
Type of presentation :  Poster
Session : PS1
Date : 17 Feb,03
Time : 10:00 - 17:00 hrs.
Room : Hall C

From now on, your abstract will be referred to by the
Reference number mentioned above. Please read the attached
sheet regarding to the instruction for presentation. Thank you
for your kind attention and we look forward to seeing you in
Pattaya.

Respectfully

Anutra Chittinandana, MD.
Chairman, Scientific committee
The 9" Asian Pacific Congress of Nephrology.

Y 4

Depariment of Medicine, King Chulalongkorn Memorial Hospital Bangkok 10330, Theiland
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Instruction for presentation

at the 9™ Asian Pacific Congress of Nephrology.

16-20 February 2003.

For poster presentation

The Poster Exhibition Area is located in front of Hall C.
Your poster material should be fitted with the board
size of (W) .95 x (H) 2.45 m.

The poster board surface is PVC, your poster must be
attached by adhesive tape only, no stapler or pin will be
allowed.

The poster set-up time is 7.30 - 9.30 hrs. on the date of
your presentation.

The poster viewing time is 10.00 - 17.00 hrs.

You must stand at your poster from 10.00 - 12.00 hrs.
The poster must be removed from the poster area before
18.00 on the date of the presentation.

The poster area is closed to the hall C.

For Oral presentation (free communication)

The free communication will be presented at room A1,
A2 and A3.

Your audio visual for presentation (slide projector or
Projector with Power Point presentation) should be as
your mention on abstract submission form.

For computer presentation, the APCN2003 organizer
will provided Microsoft PowerPoint 97, 2000 or XP
version.

Please provide and test your visual presentation,
computer or slide, in the testing room (Pattaya 4-5-6
Room) at least 2-3 hour before your session.

You should be in the presentation room not lesson than
15 minutes before your expected time of presentation.

Secretarlut Office: Depariment of Medicine, King Chulalongkorn Memorial Hospital | Bangkok 10330, ThcuTcnd

| Tel : { 662) 252-8087- 8 Fax :[ 662 ) 252-8089 E-mail : upen2002@ksc.th.com
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Symposium ¥ : Challenges to Achieve Clinicul Tolerance in Qrgan Transplantation
* Transplantation Tolerance * From Bench to Bedside : "Ijerry B. étrom

* The Thymic Way to Transplantation Telerance : Giuseppe Remuzzi

Advanesg Glycation End Preducts and Renal Applications

Pretransplunt HLA Antibody : Risk for Rejection and

Hemodialyzer : From Macrodesign to Nanostructure
Puerspective on Chronie Renal Disease in the New Century
(Cvber Nepliroloay in 2003

B3lood Puritication Therapy in the ICU : State of the Art
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10:30 - 16:30
13:30 - 14:15

14:15 - 15:00

Registration

CME 1 : Integrative Physiology as a Guide to Bedside Thinking

Mirchell L. Halperin

CME 2 : Body Fluid Volume Regulation : Implications for Cardiac Failure,
Cirrhosis, and Pregnancy

- Robert W, Schrier

15:00 - 15:45
15:45-16:30

16:30 - 17:00
17:00 - 18:30

CME 3 : How to Analjrze the Basis for Acid-Base Disorders
Mitchell L. Halperin

CME 4 : Renovascular Disease
GavinJ. Becke:;
Break

Opening Ceremony by Her Royal Highness Princess Galyani Yadhana
(Delegates are requested to wear formal dress)

19:00 - 21:00 Dinner Symposium 1 : Care of the Pre-ESRD Chronic Renal Failure Patient ;

A New Paradigm
Kzrl D. Nolph (Supported 6y Baxtcr Healtheare)
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{(Monday, 17 February, 2003
N

07:30 - 08:30 Breakfast Symposium 1 : Keto Amino Acid Therapy in Diabetic Nephvopathy

08:30 - 09:15

09:15 - 10:00

10:00 - 10:30
10:00 - 17:00
10:30 - 12:00

Vladimir Teplan (Supported by Fresenius Kabi)

State-of-the-Art Lecture I : Nutrition : Impact on Disease Development

David J.P. Barker

Plenary Lecture 1 : The Newer Immunosuppressive Agents

Barry D. Kahan

Plenrary Lecture 2 : Treatment of Glomerulonephritis in the 21¢ Century -

Where are We Going ?

William G, Couser

Plenary Lecture 3 : The Rationale for Early Initiation of Chronic Dialysis

Karl D. Nolph

Coffee Break

Poster Session 1

Symposium 1 : Nephrolithiasis and Related Disease

* Medical Management of Nephrolithiasis (General Update on Pathophysiology and
Simplified Approach to Medical Diagnosis and Treatment) : Charles Y.C, Pak

* Clinical and Molecular Analysis of Dent’s Disease : Takashi Igarashi

» Molecular Pathophysiology of Renal Tubular Acidosis in Thailand ;: Somkiat
Vasuvattakul -

* Hypocitraturic Nephrolithiasis in Northeast Thailand : Kriang Tungsanga

Symposium 2 : Hypertension and the Kidney

* Nitric Oxide and Oxidative Stress in Hypertension : Chri ﬁ‘bpher S. Wilcox

* New Roles for Uric Acid in the Pathogenesis of Hypertension and Renal Disease &
Richard J. Johnson

*‘The Genesis of Essential Hypertension ¢ Why Kidney : Kiyoshi Kurokawa



Effect of pota.ssium-rnagnesium citrate treatment on leucocyte ATP citrate lyase and

mitochondrial aconitase activities in renal stone patients
%

Pote Sriboonlue Vitoon Prasongwatana Piyaratana Tosukhowong

Zumate pongudom Sirirat Reungjui Kriang Tungsanga

Dep. of Biochemistry and Medicine, Khon Kaen and Chulalongkorn University,

Thailand

Introduction : Since potassium-magnesium citrate {PMC) causes the increase in urinary
citrate excretion. Chronic potassium (K) depletion cause hypocitrauria, which is
associated with adaptive increases in the aclivities of renal cortical cytosolic ATP citrate
lyase (ACL) and mitochondrial aconitase {m-aconilase). The present studies
examined leucocyte ACL and m-aconitase aclivity during the treatment of renal stone -
patients with PMC. _
Method : Twenty male renal stone patients were treated twice daily, with PMC
(containing 42 mEq K, 21 mEq Mg, and 63 mEq citrate per day) for a period of one
month. Two 24 hour urine and 15-ml heparinized blood samples were collected from
each subject at both before and after the treatment. Urine samples wefe analyzed for
relevant biochemical composition. Leucocyte were separated from blood samples by
centrifugation and assayed for ACL and m-aconitase activities. Urine and blood
samgples collected from ten age-matched healthy males were also studied and used as
reference values.

Results : The results showed that after the treatment with PMC, significant increases
were observed for urinary pH (p<0.005) and excretions of K (P<0.001), Mg (P<0.011)
and citrate (P<0.001), The activilies of both ACL and d-aconitase, were 83.7% (p
<0.004) and 60.4% (p<0.02) decreased respeclively. These decreased values were,
however still higher than that of reference values. The decrease in activity of the two
enzymes were inversely correlated with the increase in urinary K and citrate.

Conclusion : Our results indirectly suggest that citrate metabolism in leucocyte

and renal tubular cells were in paralled. Though ACL and m-aconitase activities

decreased after the treatment with PCM, to reach normal valuds it probably needs

longer period of treatment.
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