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##4175272030 : MAJOR MEDICINE (NEPHROLOGY)

KEYWORD : CARBAMYLATED HAEMOGLOBIN /ACUTE RENAL FAILURE/CHRONIC RENAL FAILURE
ADIS TASANARONG : CARBAMYLATED HAEMOGLOBIN (VALINE HYDANTOIN) LEVELS IN
ACUTE RENAL FAILURE AND CHRONIC RENAL FAILURE . THESIS ADVICER : PROF. SOMCHAI
EIAM-ONG, M.D., THESIS COADVISOR : ASSO. PROF. TADA SEUBLINVONG, M.D. 74 pp. ISBN
974-334-644-9.

Background :

Carbamylated Haemoglobin is derived from the nonezymatic covalent binding of protein in hemoglobin with
isocyanic acid, the spontaneous dissociation product of blood urea nitrogen (BUN). Blood CarbHb levels increase in patients with
renal failure and are positively correlated with the increasing levels and the longer exposure duration to BUN. Patients with ARF
when compared with the CRF ones, have a shorter duration of exposure to BUN. Thus, blood CarbHb levels in patients with
ARF would be lower than CRT.

Objective :
1. To compare blood CarbHb levels between ARF and CRF patients.
2. Defined the cut off point for CarhHb and CarbHb /BUN ratios for indentify patients with ARF from CRF

Patients and Methods :
Prospective diagnosotic study. From January 1999 to December 1999, the blood CarbHb levels tn 35 patients with
ARF and 39 patients with CRF were measured. Afier hydrolysis, extraction and high-performance liquid chromatography, the

concentration of CarbHb was measured as Valine hydantoin (VH) content.

Results :

Patients with ARF had lower blood CarbHb levels than those with CRF [54.77 + 23.64 (mean + SD) & 121.17 +
5229 [dgVH/gHb; P < 0.01]. Patients with ARF, reversible renal failure had a blood CarbHb levels below 80 LigVH/gHb
(sensitivity 89%, specificity 82%) and CarbHb/BUN ratios below 1.5 (sensitivity 89%, specificity 72%).

Conclusion :
1. The quantitation of blood CarbHb levels was accurate and can be clinically used in identifying patients with
ARF from CRF.

2. Cut off point of biood CarbHb levels beiow 80 f{gVH/gHb and CarbHb/BUN ratios below 1.5 used in
identifying patients with ARF from CRF
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ATN
ARF
BUN
BUO
CarbHb
Cer

Cr

CRF
ESRD
GFR

VH
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acute interstitial nephritis
acute tubular necrosis

acute renal failure

blood urea nitrogen
bilateral ureteral obstruction
carbamylated hemoglobin
creatinine clearance
creatinine

chronic renal failure

end stage renal disease
glomerular filtration rate
microgram

plasma creatinine

post obstructive diuresis
parathyroid hormone

red blood cell

renal blood flow

urine creatinine

unilateral ureteral obstruction
volume

valine hydantoin
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4. Abnormal renal handing of urea

familial azotemia

5. Increased production of urea

excessive protein intake, amino acid infusion, increased catabolism, tetracycline,

corticosteroids, acute illness
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acute nephritic syndrome

2. Vascular disease |iiA polyarteritis nodosa, hypersensitivity angiitis, malignant
nephrosclerosis, hemolytic uremic syndrome, postpartum renal failure, thrombotic
thrombocytopenic purpura, scleroderma
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1. Acute tubulointerstitial nephritis

2. Urinary tract infections U pyelonephritis, prostatitis, cystitis

3. Transplant rejection

4. Glomerulonephirtis

5. Atheroembolic renal failure
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(Chronic Renal failure, CRF)
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reflux

S NU

6. Systemic lupus erythematosus

7. Polycystic kidney diseases
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8. Gout

9. Analgesic nephropathy

awng vy laives

1. Collagen disease ﬁwuﬁamﬂiu polyarteritis nodosa, progressive systemic sclerosis

2. Renal tuberculosis

3. Myeloma kidney

4. Congenital anomalies U84 kidney WA urinary tract U hypoplastic kidney,
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5. Renal tumor

6. Infective endocarditis
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8. Radiation

9. Atheroma

10. Electrolyte abnormalities (U hypercalcemia

11. Cystinosis, oxalosis

12. Lead 113® calcium poisoning

Staging 983 CRF
b4
1579191119 CRF eomilu 4 seauauauguise Aeil
3/

1. Renal Impairment IN1500¥83 GFR 11ifil 50% v09A11nd sxtiuszaugSouay
aaa A 1 '3 a 9 o & g 1 1 A
asatiuludeavzeylumnuailng nihnves tubule Wonaathe ua litaaso1NseznTIUED
o v o 1 o o Yy oy g
Mmsasanaaodguini lasmwiz wu gydoanyennselumsiilaaz ddudwaui
Hudu

v ) b4 ] 1 [

2. Renal Insufficiency vti1fves ladoumaduneivhldisuinmsasulaes
1 - :‘ 1 a = Aaa -~ Q. 1 =
daulsznevveddeauarmniuessimy  syAugSouayAsAluludenazisugInlng
GRF 11n92aaaqinnndl 60% ¥olnd Sulieimsuaatosniniizananuaiuiselumsta

[l ' v
nguvesnihinvedle duntiomsilaanzinn Jaanzaaedu  Auhanndihoeed1a
] 1 v A 9 c;lsl A : A ' 9 a A
poeavelaglunsun ladonnwdy  luszeziidiimsnatiueznie  wuteudunse
r=3 ] o g/ A’ =% ]
8 donpE 1 U1 1 laifeuas lBnodan
. Y A A P '

3. Frank Renal Failure wtfveslafouninsumsilaountasvesaiuszney
= :' @/ FIR =} & ] PPt 7 9/ ’
eauazasthilngda fllheloimauazeimsuaasduiondgsitle GFR dnazdosnd

= o & A o '
20% wo1nd o1adelilamazinnuselnioy



28

4. Terminal Renal Failure (End Stage Renal Failure ¥3® ESRF) Lﬂuszuzqﬂ‘v’l’wmm
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7. Hyperlipidemia
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8. Nephrocalcinosis
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9. Intraglomerular coagulation
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11. Genetic Factor
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Pathophysiology ¥8991113140291013UAAUDA chronic renal failure
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Tdsuannldnauinduswtluis 18 U clofibrate ;morphine
= P =y & 3 19y a o . .
3. imsulasunlaslSuasdndeanszeie lilgdienii Taaas n35e adipose tissue

0909 muscular wasting 9 ARMINTLNIBYDI DuRvANuTUTUURIn Tuden
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4. manldoulaslunnuaugavesdidininglasi viensa-ae mavesnFurldou
wilasll wu Fmidiu D 3 (cholecalciferol) AHatioulugdilae CRF Wafimsznlianse
hydroxylate ©13 25-hydroxycholecalciferol (25 DHCC) il 1, 25 dihydroxycholecalciferol
(1-25 DHCC) Fuslufreengnivesimiiua

5. mstiuaylvessamenen Wy suawan t1szdlszamn o1 sulfomylurea

sziidesiildadadendindy  unslindthe  crF Senosdesiinen
pharmacokinetics yosoiuedaBen  msnszduamdutuvesnluidenszavan
Sunsieldthe udvendimain haif life vesniasavent§infiudieewesunld
wzduiiivendugfisomse liiufnsod e Wy half life 409 tolbutamide 91

3 v 1 v { a ¥ o’/‘ 1 aaa o by :
Yuodrannludis CRE uaes lunimniwiv lufil§asomh ldihmean

3. fudlanIevLaeMIiNa progression Y84 CRF
1 as 1 2
uiutiy 2 95 uey 9 Ao
fl. Nonpharmacologic intervention
1. Exercise training

WU 1A renal blood flow aAAs, plasma lipids amawaemslasuulasves

E 4
=

coagulation Q¥ fibrinolysis system Tl luneddiu
2. 9115
). Protein
Protein grilaeuidiumsqae Ao urea Fei1iTienms uremia 1ndu #'14
naudaluieamsinymueIms msantiSnas protein 39901%0 13 uremia anas WU
high protein diet (HPD) &ailmalumsviliidl progression 909 CRE Taevi1l¥il renal
hypermetabolism L‘Y‘ﬂinﬁu iva nephron hyperfiltration, Lﬁll ammoniagenesis ,gluconeogenesis,
Mldifa tubular cell hypertrophy, L'VQ\'SJ tubulointerstitial disease gﬂﬂszaqﬁﬂjmmﬂﬁ low
protein diet (LPD) AtiodpsmsIiwaidoan q ndudluilnd msdiny1 MDRD wuhasls
LPD #1152 Towilu mild CRF wuiiud ldiausamn adaumsd essential amino acids M5®
ketoacids (nitrogen free analogues Y89 amino acids) 33UAU LPD 149 0ia5unaved LPD &1
Hainulunistloatunis progression 199 CRFE udo1aditlse Tomituudniznia lnauimsun
At
#ims¥ LpD uﬂ'é}ﬂ’w nephrotic syndrdme Lﬁﬂﬁﬂﬂ?qu proteinuria Lﬂﬂﬂﬁﬂ@ﬂﬁuﬂﬁ
104 proteinuria AoMTIRY0Y 1R HOMsFNYITZoLFUNLT LPD aa proteinuria 19 94 11n510

HANTSANEII 202817
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U'Lipids
a5 1emsiial lufud cholesterol Atazfivs1nar monounsaturated 110
polyunsaturated fatty acids 1A fiber $1UIUNINDIWLTINYIBLAD progression Y84 CRF
a. Womwa
wuNMInaYTnauneadalingnd tubular metabolism 1AYEA  oxygen
consumption 9 cytosolic inorganic phosphate concentration wazdnsINsasie ATP aans
#3514 reactive oxygen species ﬁ tubular cells
a. mslulamsn
Tudainaasanui glucose restriction DN IWYLAD progression Y99 CRF e lainsy
wa Tuau
4. Pharmacologic Intervention

1. Phosphate binders

' v
LY

A a YA A . A A A o A A ~ aa Y} ’
U'ml‘lﬂiﬂ‘lfﬂ@ 1NAD calcium, NADVYUUN UATINABUNNUITUY INDDUARIFLY VI‘NU?J(I‘H
Mﬂﬁq @ oA calcium carbonate, calcium acetate, calcium gluconate {01¥ calcium citrate YUA
calcium carbonate AI5UINNIT 2.5 NTN/IU (32T elemental calcium NN 1 NFU/U)

vy A a . :
HAZAIT IMNIONBIMISINDAANISINA trancient hypercalcemia
2. Antihypertensive drugs
fi. Angiotensin converting enzyme inhibitors (ACE)(w
= o a & y Y
pangniannuaulaia wazvraemsienvedlaldate (lTaoais
£
09 glomerular hypertension, @9 glomerular hypertrophy, §fi mesangial cell proliferation, duds
AITNITHYB platelet, ﬁimﬁ antiinflammation, ﬁm’l% oxygen radical scavenger Y90n
. N 5 = o ' S 4 '
glomerulosclerosis 1A% proteinuria) A31% ACEI seillse Tomilugile crF fetidlunas il
¥ . . o 1 !
duwmanu wadrafios Ao azotemia 1A hyperkalemia Taesiall laas1¥ Acel Tugile
CRF 114 1a5unsSnuTay dialysis 1oziifn serum Cr qan1 4 wr/ma wad1afosduios
Y A 9 @ o a4 .
wu'ld Ao uien, 1o, M3susaRaln@, A4 AL neutropenia
9. Calcium channel blocker (CCB)
A @ A .
aunsorzaenisdonvedla  laserdunalnfe  am  systemic
hypertension, R glomerular hypertrophy, 0 adaptive tubular hypermetabolism, annTIng
tubulointerstitial calcification, df cytosolic calcium a0 cellular dysfunction U172 uremia
dadossomsnny1dnuinluuinaves CCB Tudile CRF
3. Antiplatelet 4a% Anticoagulants

L 1 ld' a/
UQUINV]ﬁ‘]_INﬁ‘Yl‘Ifﬂﬁ]uiuﬂu
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4, Fish oil
Usenavdvans omega — 3 polyunsaturated fatty acids 2 A o
eicosapentanoic acid (EPA) 1182 docosahexanoic acid (DHA) Gluﬂ?mmqq c§ai}:ﬁﬂﬁ'ms a5
thromboxane A, Qf04, platelet aggregation 8RN, ﬁi‘m%‘, antiinflammatory effect A fali

@ 1 v o
annsaagdwanmsan luaulddanu uailuwa Iyiiilss Ton

ﬂ]i%ﬂ%ﬂéﬂ?ﬂ end stage renal failure
Usznoudly
1. Renal transplantation
2. Dialysis
2.1 Hemodialysis
2.2 Peritoneal dialysis
. . A’i a o w 1 9 & a )
3. Psychiatric therapy tHomuidlauazilestuoimsiedidunazeinisniaia

sgamn

> & w
msuanazlanafaunay (ARF) uazlanaie53 (CRF)

¥

o @ o,: s 4 as { E .
anudrylumsuonanzisdesiieonaindy fe Weldmsinwfigndeurinzay
¥
Ty o @ o ay ¥ 9 91 @
uAdiho ARE ydrezin i landuanihaudhulndld msvhauveslaludilhe cre 1fu 1
P ' t:il o ' 1Y o aly g 9 1 o A
msgaioediiieianns hiaunsaadumhauamln@lden dile crE dndinnzunsn
] [ ¥
Founh dmahaveslagadomuiiued1auBsundu (acute on top chronic) ¥111g103
FuMsTnyIeE1T A
4 A4 S vavd
aanyueanzlaneseTaiidai
“ . Iaq 3 o A ' ..
1. fin12% azotemia (Wluna inuainldlaeia e as29mud serum creatinine
1009 3 wa/ma iunannunii 3 Gou uAMsEeAINDNIAN serum creatinine YA 3 AN
3 o ' d A A jawa o a 1Y o
wn a0 T 18 udenl §ialudinese Msnmiszdy carbamylated hemoglobin 31152 Toanilu
aa  w 3 a ' @ z Y [ o dal s ' w9
mMsInanen 1z lnnusoiuruaeaty faloforndnnuyina urea aansaduriumiuia
A Y 1 A [] o a3 . Y
ifoaua 1R0E199052 V19a DY urea UANA AU ammonia Az cyanate , cyanate g 1y
@ W a & oA @ . . @ :;’
JUAY  hemoglobin 1A833 carbamylation ¥4 aiil@oundy (ireversible process) 3

a ¥ ' ' 4 [~ a [ o @ t a
carbamylated hemoglobin JaiAaduBt AU UTATINALTLAY BUN Aaoatiatin
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=4 a Y o’/‘ Y ' P
youaiioalAs Ao 120 i A1l 58UV carbamylated hemoglobin F9LAAINIANADNBVDI
BUN Tugiaaan 120 Juiriuu @m15ans193al5u191909 carbamylated hemoglobin Tagyil

@ o @ 1 a R . o 9
N153ATYAY valine hydantoin (VH) #®15A9NA1UDAINVYUIUNIT acid hydrolysis mlvns
11400 carbamylated N-terminal valine 494 OL 1iag [3 chains 484 hemoglobin LazT ALY

1 b4
valine hydantoin) 1ag3@ chromatography mMsAny 11l luuuiny1d15edD valine hydantoin
fadna 190 Tulasasu / A5U Hb M500AT 181D valine hydantoin ABTLAY serum Cr
} 4
] 1 Y ] =/ [ =
Wouni 0.2 uda anglaneludihaiuinaiy ARF uazansanduidhulndld
2. 181M3¥09 uremic symptomps YIHIUNI 3 IABU BINTTYBY uremia 1N LUAWIE
191299
(-] oo a’ C:’ o o
3. Bilateral small kidneys MMsItmen1Izil laemsm X-ray plain KUB, mMiM
) & & a - <
ultrasound kidney (F492UBNNIVUIAUAZANYMUE echogenicity), H58 CT scan 1ag¥e 1/
o ] s ] ¢
S ladnnd1 9w, (JA91n upper pole 914 lower pole ¥0410) 1Hudeie¥dan1iy CRF
i a A a = 1 ~ ' ] a ’
p619'lsAgN CRF iAo naumguiatlszmsersiivuale ludnas (@19fivuialugninnd)
U
f. cystic disease : adult polycystic kidney disease (APKD)
9. infiltrative disease : malignancy, amyloidosis
1. metabolic disease : diabetic nephropathy ( glomerulonephritis szaa 50% ¥09
1 ~ =
Athelianialadnag)
{. chronic glomerular nephritis Tuszozn i1 end stage renal failure
9. infectious diseases : xanthogranulomatous pyelonephritis (ﬁmﬁwﬁu‘lm%’mﬁm)
9. obstructive uropathy : stone, tumor neurogenic bladder
. . P <
4. Urine analysis N1303293]0@11¢ WY broad cast (A9 cast NivuIAANUAIYBULA
v b 4
H0AU17 3 ARISU9RDNN) 14D991509UBIVD AU IUA UNNTY (dilatation of renal tubular
4 o 4 4 (Ao = Iy o
lumen) Fadnwulu CRF (nmshile laawuiauiilSinanas e lafimdetedeedsy
LY 9 o kY d? [} ] v A d? A o = dy X
alnimauldnniu  Tasresveave lnvoedunuiuieduveudonniy) uanerenuly
Ts5n ladufi laily crF lduiu
5. Renal osteodystrophy (ﬂswamﬁaﬂiumu CRF)
' A A ' P “ Q’l‘ o "Wy a d [a wa
HAMISINIZINEANDNIAT serum creatinine %A 3 outiy 1inldAdud el A1y
} 4 v ¥ F 4 v
Finese aiutelalimsfnyiasedy CarbHb teldlumsitedeaig lanuiTede wail
Qs s P [ v o 1 a [
PIRINANINUNNIN urea AINsOFUFIUMTATARDALAY IADI19D TS VI9dIUYDT urea UAN
@ g . 9 v W ‘ . an . & '
@111 ammonia (102 cyanate , cyanate 22191 lsuny hemoglobin Tae3% carbamylation a4 Tai

{ LY [ 3 a ¥ 1 ' 4 | s 1 Y Y
n@8UNAY (irreversible process) $911 CarbHb Jaiinlusdennifiowaviiudadmiusediy
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BUN nanng29iinueaiinbenins de 120 Su oy 5260999 CarbHb Sauansiismuniy
499 BUN Tushanal 120 Sufiniuan aunseasieiadSuiaves Cabb Tasmsiasedu
valine hydantoin (VH) (13A9N81UNAAYUIUMS  acid  hydrolysis v 1¥imsdaey
carbamylated N-terminal valine 183 O Llag B chains U84 hemoglobin Hagsui 5y valine
hydantoin) 930 1A63% chromatography ua luedaiiruu 18TnsAnyUREITY CarbHb faf

113 a.#1. 1981 Rudolf Fluckiger hazasiz® 1@510a1umsAunun Ansduivos
svfy HbA1 Tudthefifin1ag uremia Taoms¥adav3s chromatography Fufiannifasm
carbamylation IﬂUﬂW‘iﬁiﬂﬁﬁ? 8158 Y199 urea-derived cyanate f1U N-terminal amino group U8
haemoglobin 1421115 3A3ALY04 valine hydantoin®*® fignilanlaoseeninen N-terminal
amino group Y94 haemoglobin Taguuus hydrolysis waznuINANUTURUTAY Time
averaged concentration YOITLAY urea IUNTZUL lan

113 a.e. 1985 Oimomi wazanz® ldvhmsfnmuiilugiheiiiionglanod
5¥A1YDY carbamylated plasma protein Tunszua lanagennluauilng TaofiszAuves BUN

LY

b 4
o do 1 S @ oo W aa o ar . o e
ANUTUAUINUDYINUUITAYNNANANLISALUDN carbamylated plasma protein SRIIGE

x2p

1'18152f1v04 carbamylated plasma protein ¥19z 11T udvendeseduveanizlany

=}
")

—
B¢ s

113 a.91. 1987 Oimomi wazanr™™ dhmsAnymuihludihoiiinneg lane ms
urea 9xfimsnlaoumlasluifiy cyanic acid udIHAS0M protein 1Az peptide Buq &
ﬂﬁfﬁmﬁlﬁﬂ%‘l‘lﬁéﬂﬂ’h “ carbamylation “

143 a1.¢1. 1990 Kwan uazase™™™ lafannitmsinseduves Carbib 1T High-
Performance Liquid Chromatography “ABQLﬂuﬂT‘i’E’ﬂSSﬁU‘Um valine hydantoin ﬁgﬂﬂﬂﬂﬂé’ﬁ]ﬂ
98NX191N N-terminal Y89 CarbHb uaz 1dMin1sasanianudiszauaes Carbib luftlonn
wuhifianuuandiesnuvesauilng Lm'%zﬁszﬁ‘uqdi’iyuua:ﬁ’nﬁuﬁﬁmzﬁu urea 1UNTE
ue late

Tl a1, 1993 Davenport uazauz" TavimsAnywuszAuves CarbHb Tunulnd
< il ARF < §ilw CRF ethaiivddymisadn Tavailduondilas ARF eenain CRF fie
190 lulasnu VH/ATy Hb éﬂ%zﬁm sensitivity 100%, positive predictive value 62% ; updn e
A1U09 CarbHb /serum Cr‘ﬁ 0.2 9z sensitivity 100% and spesificity 80% ﬁa‘t‘fumﬁmzﬁu
CarbHb A9z ¥ lumsuondilie ARF eensin CrE Tdidlund1ed

T3l ne. 1995 Frazao wazams? Tdhinmsfnmmwuidihe ARF Afidungen

1 4 1 ¥
prerenal azotemia 92352 A 1YY CarbHb ga¥UndInINAszaU BUN lunszualafiniiigeiiu
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0619100 4 Fu FariusedUueq CarbHb 3911 115060NA1E mild acute renal failure 970
FUHHDUYDONIIN prerenal azotemia 14

113 a7, 1995 Stim uazamz"” ladmsanvimunludilhe ARF szAUvee BUN a2
fianuduiusuuuaumaFudussa(linea)useanves Carbib daulugile CRF szavves
BUN 9giianuduiusuyvaumsi@udulfe (exponential) AUsEAUYDY CarbHb Hansiuen
2IN3eFUYee BUN idadaiiiledutudnfifinnuduiusfussauyes CarbHb il duration 7
Siadonunsduiany urea lunszualadiauies

111 e 1996 Davenport wazamz™ 1dnsdnulugthe crF #ldsumsih
haemodialysis Wuthofiie Kuv <11 sfiszduves Cablb lunssualadia >99
TuTasn$y VE/N$y Hb; daudile CRF 145015911 haemodialysis wazifodiad vxflssdy
494 CarbHb TunszuaTaiia >135 T Tasn3u VIS Hb 39045281904 CarbHb 1881
ﬁ’uﬁuﬂmmgﬂswrﬁuﬁn urea reduction rate 9N#2Y

Tudl n.¢1. 1997 Han wazamz"” Tavhmsfnumuilugile ARF szAuves CarbHb
sefinmmduiustuaruguusaveslsn; Tufihed185umswh kidney transplantation vefi
seAUY09 CarbHb anaaszana 19.7% lunm 2-3 dland drszduves Carbib liinnag
I¥52540192 acute graft rejection

113 9.9 1998 Berlyne tazaz®™ AvinmsAnywassIUTWT0NURE TiRITY

AUvee CarbHb luefiafivhumn wuhwamsinyii ldinnuaeandoetu nanfeszau

499 CarbHb iinnuduiusiuszauves BUN 1uﬂs:uﬁiﬁ_ﬁmmzsxUmmﬁtﬁmﬁamma
Uiy urea sauearnse 1952/ uv0s CarbHb Tumsuendilas AR eenvindtlas CRE 14

o kY 1 . { o 1
HATIRIADINYIINTAN cut off point NFALIUAD 11
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Unn 3

= Ao a o
ITIUVIBNTIINY
1. gﬂnmvmﬁ%’ﬂ : Prospective diagnostic study

2. sz 1nsuazfIoe s ( Population and Sample )

1szangaledis

9 a v dYY Y o o 9 a o Y]
Piﬂ']UﬂW'JZ‘lﬁ??ULﬂUUWﬁUWI{lﬂLﬂ15Uﬂ1Ssﬂ‘hl']!lﬂllfdﬂ'lﬂﬂlu ﬂWﬂ?‘BTﬂTQiﬂWﬁﬁﬂlasz

v
=y

14
1 o a o v 1 a o
thenzlanesessimivnmssaswuudihelumazdihouen mndmergsmans s
¢ A ' = 4?
woragIansal Nilegunndt e tan 1y

4 A 9/
nQIURMIAARDAINANE

] 13 ¥y
- dihentewawe o& Yyl
-7 o o, & Y ¥ o o 31
- FiheanzlenuReunaui I8 sumssaswuudielu
b v
- fheamzlaneSesen lddsumssnvuuudihelunesdihouen
- Avaeliszdu BUN aglusae 40-100 mg/dl

o o 2
ﬂ.ﬂlﬂmm1uﬂ'ﬁﬁﬂﬂ’ﬂﬂ'ﬂ"lﬂﬂ'liﬁﬂ‘kﬂ

Y Ay ve A . & v oA o o Fe
- Pjﬂ?ﬂﬂ"lﬂ'iﬂmﬂﬂ 114‘]5’3\3&')?1'] lo-an IADUNDUNISUITUNITATIVINHIATIU
- é’ﬂauﬁﬁmaz hemolysis 13U thalassemia, ATHA

- fiehilinnzideasennnmuduemsdiudu

3. MIMUINVUIRAIBENI(Sample Size Calculation)
110991 unIsANY MUY Prospective Diagnostic Study 1Ssuifisuaimioszning

59105 2 NQU UAZH1 cut off point e 1 lums IteseusnTsn Saldmsfiunvuiadedie

b4
o

fAatl
N=2,PQ/E
Taoii N = YUIARIBE
Zg, = fnunsziuadesiu 05% dariuainasens
HNUIILNAWINTIIU A1 Zg, TAUNAY 1.96
P = A1 specificity fooNUMIATUNNG Tudiinauiiy

0.95

Q = 1-P IAUNIAY 0.05
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4

E = anuamamnasunnannneeusuld lunidaum
11 0.05
N - (1.96)'(0.95) (0.05) = 72.99
(0.05)"
[ q’/’ =

by Y LY 1 ' 9 o U
JUU Qﬂﬂﬂ‘]ﬁ]lﬂﬂﬁ?@UNﬂUNH@U 73 BN

4. MITUNAUAZMTIA (Observation and Measurement )
9 Yo o o 2 A A ¥ o wa o ™
Athoey 185ufFumstamanzdeamedmsimnedoslfriams Tasdaszau
BUN/Cr, 5%9'1 CarbHb 4azn1595293a9119404 10 1a035 ultrasound KUB system tia#igtlag
{ o o ] Q’/’ 4 o [ o T
vz 1dih T I Tsnndueailueg sounaieilse TonilumsSnuwazguseudis mlums
:/‘ ¢ o 1 dy
Anynseil lnanudoyane T
3/ ]
4.1 Foyaiugu : ¥o ma 01y nazvinoavilsziraagile
4.2 g1lwez IS umsdnlszdamedueinmsveslsa lane wu USuawazanud
2
yoailae1iy, Ui, vew, milos,3a 104
4.3 41wz 185umsas195 19N tegn 1z dn, 1y, nsviannuau lafia, nsqe
STUUNTNEN
{ a vy 2 wva
4.4 dihwvz lasumsasemades Jiianms
- 1w1ziden 10 & Lﬁ‘ﬁ)ﬂm complete blood count, blood sugar, BUN/Cr, Electrolyte,
ca’,po,” Tasmsnsremedesdfiianmisveslsaneiuna
P A ! e 1 .. ‘:’d 1
- 10121000 2 5% ladaalu EDTA-treated u0¢ 5 @ laaalu heparinized Nilaglu
vacutainer tubes [WoI]3 sample TuM5ATIMITZAVYDS CarbHb A2873 hydrolysis, extraction
Ua¥ chromatography and assays
< 91 A . ) @ @
- inuflaa1izvesdi)uiNed1n 399 urine examination Uag ATV IATTAUYDA
BUN(/Cr, Electrolyte, Ca”, PO,”
g 9/t :ll g a A
- a593nvina lavesdiaen 2 haazgnaFanindus Tasn13i ultrasound
KUB system |
o Sy vy o y Y o g
naaInd [adeyavisnuaudq 9z 19vu1a 199191591 ultrasound KUB system 1i]u

a

gold standard 1uMIsIUENN1IE ARF 991910 CRF

5. M33IUTINYOYA (Data Collection)
Y Y Yo o & ¢ o g S
doyavoadile ez ldsumstunnluuuudesy (Mmanuan n) uazimsiodeyans

a d A o a o Y v
nuaadluneununes ownnaredouuazInygideyans 1
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a d
6. MIINIIZHVOYA(Data Analysis)
< a:?’d A v 1 = a
mstniiiumsfinyuieganuuanaavesauRdsyesedy CarbHb TunszuaTa
a ' LY U o 1 as 1 J =1
wauoadilae ARF afSvuiisuiudilie CRF Tasinsutisszdu BUN luusaynquesniilu
b 4
VIOMUA 3 933 A 20-40, 40-100 KAzWINATY 100 mg/dL MMsifSsuiisuganuuana 19909
2@ CarbHb Tu%2955A1 BUN #i 40-100mg/dL 1ifpeniniilugisszdn BUN inudiloniig
v 1 b4
Tanvunfiganazidiugefinennniz ARF 990910 CRF 1800 3auviafinnsanmian cut off
. a o b o’/‘ t::’ a
point N3zt lgusnnigisaesiionnsindy
msagi¥eya dualsh IdiudeyaiFaSuna (Quantitative data) :ro91umaniiush
0y (mean) + ‘ﬂ"ILﬁENL‘UWJWlﬂg U (standard deviation)
msiuanedoyn Mmsenlieudion,nsvuaznisadie ROC curve
nsnadeLAUNAgIY 19 Wilcoxon Signed-rank test 1Az Mc Nemar test t011/5 1)

1
! <t

= as =] s/ Aa 3 g 14
L‘Y]EJ’]JGI’JLHJ? 2 N[N NUMINTSWVBYANUMSLUNIN (highly screwed) LliJiJﬂ"l'iLLi]ﬂLLiNﬂi%“]ﬂ

Q

b4
I a o a
asithuunulngd M linsnadouiill power g9

7. Haynasasssy
dy 4 & = a s { 4
msnuilfiumsnyuie I ldundanasgiunsifdeio lsafigndea iioiss ol
@ U ~ 1 a o 190 ] .~ a

Tums§nudileTaoi lineTHiRannuduieundihonas 1 18TnsnlReundadlumsqua
@ 9y P rey a v g = dy 9ar
fnundilae B luiitlymimeedesssy uaeelsinumseinuiings lasumsasindeunn

f a 4 o a U
ANTNTSUMIVTUTTTNYDIABzUMmemansuaz lasuamBussunndihumefinaseaily

ARIEY



53759990524 Carb Hb lisaon
#3081
1. ifon 2 Tadfes usyluwaaiiians EDTA ifedenstniassdy Ho
2. (fiea 5 UadanT UIT q"lu Vacutainer Tubes (B-D Vacutainer Systems, Oxford,
U.K.)
fifla3 heparin ilod915293A5/ D BUN, Cr a2 Carb Hb
ananil
1. Analar-grade concentrated HCI (11 mol/L)
2. Acetic acid (17 mol/L)
3. NaOH (10 moVL)
4. Anhydrous sodium bicarbonate
5. HPLC — grade water
6. HPLC - grade ethyl acetate
7. HPLC - grrade acetonitrile
8. N-Carbamyl — D, L-valine (32 mg/L) 14 HPLC — grade water 14131 standard
9. N-Carbamyl — D, L-norvaline (96 mg/L) 1u HPLC - grade water Gl‘lsfl ndJu internal
standard

ad o
3I5M

1. MIATEUAIDYI

=

< i - d o
- hudoaNius 591U Vacutainer Tubes N5 heparin 13 udiuigaungi -20°C

U

uDINdsINsiudeauITINIS AN 1T

2. Hydrolysis and entraction

- 0.5 a@ans veudeafiussyly Vacutainer Tubes
+1#adfns ¥99 HCI (11 moV/L)
+11a0aA5 YD Acetic acid (17 mol/L)

- heating #1 110°C iflurran 2 $1 T
nisntuflaosviiuas nio usluiudy
+2 aa8n5 Y09 NaOH (10 mol/L)
+100 1115873 ¥4 internal standard solution
+5 Uadans voq ethyl acetate

1 QJ d
81 (shake) Tndnu unal 1 wi
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° . . g o

- 10114 centifuge 5,000 58U/min vl 10 w1H

- 99 supemate NioganUY 15230 4.0-4.5 Todans 11 1dao
+2 Haaans Y89 NaHCO, (1 mol/L)

- 181 (shake) Ty Wunan 2 wid
° . . g P

- 1111 centifuge 3,000 0V/min a1 5 W

- @A supernate NgUN sz 4.0-4.5 Hadans 1h i ldudedremsiinly
(R399 Speed Vac 71 —108 °C l9atlszanm 3-5 2 lue vansudean 1a 139 -70°
C wndezldFamu

Chromatography and assays

52U chromatography sTneualn

3.1 ConstaMetric 3000 HPLC pump 4@ Spectro Monitor 3100 UV detector

3.2 4.6 mm x 250 mm 5-LLm particle size octadecyl silica-bonded reversed-phase columm
= )

11 dry heat-block equipped with a Rhaodyne 7125 valva Lﬁ@%’ﬂyﬂﬁlqmgumagﬁ 45
C
A (-] a
3.3 Chromatogram 492111 317URNAIY DP 4290 Integrator

s o

3.4 Dri-Block DB3 dry heat-block tite151/5ugamgiligeiu14ds 110°¢
- {159 extract Iondumeuiings
- 1d mobile phase 0.5 Hanans
(mobile phase 152nBUAY HPLC-grade acetonitrile 60 JaAaRT
acetic acid (17 mol/L) 1 indans 1295
HPLC-grade water 939 iadans
-~ e ltidhsudniansilg 5o Tulasins Sadhlalusea chromatography
619 pump speed 1.5 fadansandt, anmuniu 210 11 Tuwas ez
110.05
- gldnsmlnnugaves Hb 3iadne 9 senin

MIAIUIY

Tav1dgas Carb Hb = axdx32x100

bxcx0.5xHb
a = peak height YOIRDH1
b = peak height 989 internal standard 11‘!61‘55’3651@‘?‘1 extract 191
c = peak height 493 100 T3 Tnsaag (3.2 uliJTﬂ‘iﬂ‘;ﬁJ) carbamtl valine standard

d = peak height 994 internal standard 14 standard injection
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0.5 1Suauden 0.5 Taaansnly

Hb 5291 Hb Y09T15AI0819

AreeansvuanInNUgIves Hb yHasa q ilaainnsvi HPLC

14,87
C-R1A
SHFL # A
FILE # 2
REPT #  1@gaq
HE THOD 1841
#  MAME  TIME CRNE MK HE IGHT
A 9,13 1. 8763 239
o 3.83 3.9414 ¥ 621
8 18,97 18.5¢76 1162
@ 12,87 5.1196 Y 195
% 12.88 2.59127 Y 197 .
8 14.87 48.4334 v 3030
8 16.87 5.67/87 Y 417
) 17.3 6.9969 437
TATAL 164 5256
a = peak height i 12 W9 LAAIAIYDY valine hydantoin 1HE1TAI0E199 extract 19910
A1l
b = peak height i 11 W% UEAIAIYD internal standard THUA15A108719% extract 1
¢ = peak height 1 12 W uaasn1v0s ¥09 100 1ulnsans (3.2 luTnsn3uy) carbamyl

valine standard

d = peakheight 1 11 417 1eA9MI9D9 V04 internal standard 14 standard injection
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AITBaz YR wBayaNIAnYIantu 5 dIudal fio
' = 9 r YR
aAIUN 1 Poyanuguverle
aaun 2 Foyanisasrvmaielfiams
a3 FoaNIATIVIATEAY Carbllb
' Pay ° o s 91 a 4 @ ot
AN 4 $ruusazilesiyuduedteauNITINe s TEAUA 1 AT
ROC curve
1 P o o . ey
TIUN 5 11851 UAUDI Coefficient of variation

¥ ﬂ; v l§ U
aIun il magawugmmmqﬂm

v
1.1 Smnudihenaus
ya o 2 2y 2 o o Y v
T8 GuMMsAnuAusIADUNNT AN WA, 2542 B3 FuNay w.a. 2542 e Taneds

] = ol ST A Y1
TINIANYINITY 74 518 11UA128 ARF 35 1ouaziiie CRF 39 516

1.2 wel
filao ARF AdhsawmsAnsuilugane 16 au (45.71%) uazidludvda 19 au (54.29%)

LY g

3 )

A1l CRF fdsammsfinuiiudans 21 au (53.85%) uazifludnds 18 au (46.15%)

E 4

vegeengu lulinnuuanaisiuedaiiiodiiyniedna (P >0.01)
1.3 97Y

Y d’ T = ~ d‘ =)

{198 ARF Ninswmsnyiengnay 52.17 1

Y s Yo 2 = P at

d1e CRF it aumsineniieongmae 51.87 1

A o o a

v
nareangu lulianuuandeiuedisiivsdingnieada (P >0.01)
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Patient group P value
ARF CRF
Number 35 39
Male/Female 16/19 21/18 P>0.01
Age 52.17 51.87 P >0.01
(21-78) (22-80)




1 d’ vV b4 a v
aIUN 2 ﬂl@?&ﬁﬂ1§ﬂ§3%ﬂ1&ﬂﬂx‘iﬂ{]ﬂﬂﬂ1‘i

2.1 N3ATINIATEAL BUN
Y1 P Y -~ = @ =~ (Y]
H1l96 ARF Midn5aumsAneliseAt BUN InaumAy 62.47 mg/dl
A1ls CRF Midhsawmsfine iiszdy BUN massiiny 63.09 me/dl
¥
nerrosngu lufinnuunnamesdiuedeiisdiAgmisana (P >0.01)
2.2 MIATIIATEAY Cr
e ARF Md13mmsAnyilszay Cr mfowiiy 3.63 me/dl
Ao CRE fdnsaumsfineiiszav Cr mduminiy 5.46 mg/dl
b4
NaaeanquiaAnuuana WA URE 1B 1AYNIaaa (P <0.01)
Taoludilie CRF veilszav Cr gandifis ARF
2.3 11373203952 AY Hb
Yy .d' e =R = o .::; [
H1l98 ARF 1idn32umsfAny10sEAY Hb mageiny 11.52 g/di
9 a Y 1 = = @ A oW
Al CRF A3 1mmsAnEINIZAY Hb RAouRY 9.37 g/dl
3/
MIreINquilANNUANA NAUBE NI 1AYNINAHA (P <0.01)

Taoludile CRF sefiszav Hb andile ARF
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Patient group P value
ARF CRF
BUN 62.47 63.09 P> 0.01
(mg/d}) (40-100) (40-100)
Creatinine 3.63 5.46 P <0.01
(mg/dl) (1.2-8.9) (2.33-16.1)
Hemoglobin 11.52 9.37 P <0.01
(g/dl) (9.45-14.6) (6.42-12.8)




a1 3 Yoyan15A329IATZAY CarbHb

3.1 N1IRTIIATEAY CarbHb
Atle ARF W5 awmsiinyilszat CarbHb 1nduviiy 54.77 ugVH/gHb
A1l78 CRF figh5amnsAneiisea CarbHb mAuifiy 121.17 pgVH/gHb

o w =

14
ViageanquilaNuuana iy 19 livd1fgneada (P <0.01)

Taoludtlae CRF aziiszau CarbHb gendidiliy ARF

3.2 N13A330IATEAY CarbHb/BUN ratios
A1las ARE fiidhsaumsinunilsz@u CarbHb/BUN ratios Ay 0.92
filas CRE #ig13 2umsfinu1iiszfu CarbHb/BUN ratios 1nAeisiniiy 2.05
%&ﬁmﬂdmﬁmmmﬂdmﬁu@&inﬁﬁaﬁwﬁmmqaﬁﬁ (P <0.01)
TaoTugthe CRF sgiiszan CarbHb/BUN ratios gan1d1)a0 ARF

3.3 N13A5991ATEAL CarbHb/Cr ratios
A1lho ARF fishsaumsfnunilsedy CarbHb/Cr ratios IR AT 18.91
Frlas CRE s aumstinunfiseds CarbHb/Cr ratios nAuvhiy 25.78
%qammjuﬁmmzmﬂmqﬁu@dnqﬁﬁ&ﬁﬁﬂgmmﬁﬁ (P <0.01)

TaoTudilae CRF 9235y CarbHb/Cr ratios §an3141/28 ARF
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Patient group P value
ARF CRF
Carb Hb 54.77 121.17 P <0.01
(ngVH/gHb) (18.11-114.87) (44.37-307.23)
Carb Hb/BUN 0.92 2.05 P <0.01
(0.22-1.85) (0.6-4.05)
Carb Hb/Cr 18.91 25.78 P <0.01
(4.71-63.82) (7.16-65.36)
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daui 4 Srunumazle sty uaue i amanninessyAuMauas ROC curve

o d 3 U o
4.1 Srvuazilesuaue i wmusz Ay CarbHb 8oz ROC curve
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o o < d VAl = s 4'1' v o [
A1 NN 4 muammmﬂmwummg«j‘dm‘lma1{1mﬂm‘mmmzﬁmamuuﬂmmzﬂ‘u Carb Hb

Carb Hb Patient group Total
(ngVH/gHb)
ARF(%) CRF(%)
< 60 21(60) 3(08) 24(32)
< 70 27(77) 4(10) 31(42)
< 80 31(89) 7(18) 38(51)
< 9 33(94) 10(26) 43(58)
< 100 34(97) 13(33) 47(64)
< 110 34(97) 19(49) 53(72)
< 120 35(100) 23(59) 58(78)
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5190 1 ROC curve ¥8352611 CarbHb tWal¥uangilis ARF 880010 CRF

sens.

1.2

08 0.771

0.6 ot == CarbHb

0.45

0.4

0.2

1- spec.

193U Carb Hb 115 pgVH/gHb 1114 cut off point Tun1suaiafflas ARF 88n91n CRF Ny
ohbY sensitivity 100% LAl specificity WD 49%
uadnlden 1195281 Carb Hb 80 wgVH/gHb 1 cut off point STRREY sensitivity 89% 101

. & d v = g = <
specificity 82% a1aziluszAunmmeaungauaziluga ROC curve M1z ANNYA


Window
Note
ดูว่าหน้า 57 -61 มีหน้าไหนถ่ายขาดบ้าง (ขอบด้านขวา)


° d J u o
4.2 annusaziesruave i 1nNszAY CarbHb/BUN ratios uaz ROC curve

A . ¢ d X a o A v o o
M1T1NN S %mammznJé)‘mruﬂ‘umgﬂm‘lmmmzmwammzLsmdmlmﬂmuizﬂu

Carb Hb/BUN ratios
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 Carb Hb/BUN Patient group Total

ratios
ARF(%) CRF(%)

< 1.0 22(63) 7(18) 29(39)
< 15 31(89) 11(28) 42(57)
< 20 35(100) 18(46) 53(72)
< 25 35(100) 29(74) 64(86)
< 3.0 35(100) 33(85) 68(92)
< 35 35(100) 38(97) 73(99)
< 40 35(100) 39(100) 74(100)
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13117 2 ROC curve 4895711 CarbHb/BUN ratios iWa1$iengtaa ARF 880210 CRF

Sens.

1.2

1 % el 1

0.886

0.8

0.629
0.6 == CarbHb/BUN

0.4

0.2

1-spec.

o

811452 Carb Hb/BUN ratios 2.0 1§11 cut off point Tumsutiagilae ARF 8ona1n CRF Wl
13 sensitivity 100% UAH specificity 189 54%
-usidnalfen 1145260 Carb Hb/BUN ratios 1.5 14 cut off point WU sensitivity 89% L1ng

o 4 oo 4 g '
specificity 72% Farztluszauiminzangataziilugan ROC curve Mz auiga
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4.3 Snnuuaznlesirunveadihanuszay CarbHb/Cr ratios itag ROC curve

= ° 3 J 3 ¥ = (Y] & v o [
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Carb Hb/Cr ratios

Carb Hb/Cr Patient group Total

ratios
ARF(%) CRF(%)
< 10 7(20) 2(5) 9(12)
< 20 25(71) 17(44) 42(57)
< 30 31(89) 27(69) 58(78)
< 40 32(91) 34(87) 66(89)
< 50 33(94) 36(92) 69(93)
|

< 60 34(97) 37(95) 71(96)
< 170 35(100) 39(100) 74(100)
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n3197 3 ROC curve ¥935201 CarbHb/Cr ratios e l¥uangilae ARF 880910 CRF

sens.

1.2

0.8
0.714

0.6 == CarbHb/Cr

0.4

0.2 = 62

1- spec.

0 0.2 04 0.6 0.8 1 1.2

B1145260 Carb Hb/Cr ratios 60 131U cut off point Tumsuiefilae ARF 880910 CRE WUl
sensitivity 97% LA specificity WEd 5%

VY a kY w . . 1A e
sl U195 2@ Carb HB/Cr ratios 20 111 cut off point WU sensitivity 71% uag

& o) LY 1 ~ o P 1
specificity 56% da1vztluszAuMMINz auNgaLaztl ugaf ROC curve Iz AUATA
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muﬁ 5 sﬂa‘swumm Coefficient of variation
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{ o e T A ~ v
M3519% 7 HamMIns19TAszAU Carb Hb Tunguatuguuneganumlslsivuesitmada

Peak of CarbHb Mean
Day 1 164 166 167 165.66
Day 2 153 179 175 169
Day 3 151 174 182 169
Mean 156 173 174.66 167.89
Mean =167.89 ; SD=10.82
Coefficient of variation (CV%) = SD/X *100 = 6.44 %
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9 ~ & 1 Pt 9 a wua U0 e’/’

ndoyalumsen 2 Fumasaumaoveswanisasianedestiamsvesdilens 2
AGUWUIIAIRAIYDITEAY BUN 404Nq1 ARF (111U 62.47 (40-100) mg/d] uazngu CRF 191

% - ‘& e i 1 Q ' a @ o -3 Qo
fU 63.09 (40-100) mg/dl FeladiAvaiuan luliauenaduseniivsdAgmeana (p>
J ar ] o EY
0.01) uaaaliiuhszduves BUN Liaunsathinldlumsusnniig ARF osnain CRF 1@

o ;4 i
e lumsivonssil Idnaidenmwizdie ARF uazdile CRF Alszay BUN aglusas 40-
100 mg/dl w15V Wesnn lAimsnaassguaediedie lanonndoyanaisves
b4

Tsanernagwiansal wudilievis ARF uag CRF 15zAU BUN oglusas 40-100 me/dl
g1 q’/l @ Q’Il 9/ o a ] ' q’/ IS
Uszanm 80% voedile laneianua (Ganse) saunedilwiliszau BUN aglugiaiiesd
aa @ (= ' & @ ° 1 E4
anuealumsitdousn Tsaduilugie ARF 138 CRF #9132y BUN @101 40 mg/dl A
' ' 1 e ' g/l a @ 1 ' 1 [N
thodm Ingfineiiudie ARF susisdnilszdu BUN gand1 100 me/dl filawaulngn

fnanitludile CRE

BUN ARF CRF
(mg/dl) (%) (%)

<40 14 2
40-100 82 80
> 100 4 8

druA1InAuu0IEAY Cr (i Hb ¥09ngu ARF 11Ty 3.63 me/dl (1.2-8.9) 1Az 11.52
g/dl (9.45-14.6) MU AU Lﬂ?ﬂmﬁauﬁ’ummﬁwmmjm CRF WAY 5.46 mg/dl (2.33-16.1)
nag 937 gidl (6.42-12.8)  wudszdu cr Tudfilo ARF Hszdusinihlungu CRE ed1afitls
iy Manda (P<0.01) IMaszRY Hb Tudiho ARF fiszdugandnlungy CRF og1aiive
dagneatamuiu (<0.01) uaaslfiiudiisgdu cr ez Bb Wnenossldrhalumsiend
dau ARF sonamn CRE usiflednyaslUfmuaz@uavessedy Cr uar Hb vesitluns 2
ngu donlSoufeusumuhszdu cr uax Ho Yoatha 2 ﬂ’gjuﬁmmmﬁam‘?ﬁumﬂ il
annsaldiveaia 2 wsiimesi lunsindile ARF eonain CRF 14

nindoyalumsadi 3 FeusasAundovosran1sns9iaszau Carb Hb ﬂm;}’ﬂwﬁya 2
ngu WU URAEV0I5ZEY Carb Hb V8N ARF WY 54.77 ugVH/gHb (18.11-114.87)

v

LaYYBINGY CRF WINY 121.17 pgVH/gHD (44.37-307.23)  5¥AU Carb Hb ¥0IN4 2 nguL
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sEAULANAINNUBI1TALAL Ve A MIeaDA (P<0.01) TnoNAuRToUBITZAY Carb Hb 1
[ [} i ' é T @ i < ' LY
AGW CRF ganngu ARF Uszina 2.5 v Famndeduaeudiann uaasldiviuiimsia

@ =Y o' 1 [ o’/’ . ~
s2dD Carb Hb eunso Iiluwisdimes lunisuendilio ARF eenan CRF 14 daiuiddod
o a 4 . &
AMIAMUATEAVUBS Carb Hb 1iWe1I1 cut off point 11A151HNN1E ARF 4949310 CRF $4n13

dyd i Y g &£ o Jd 9 [ v oA
Anyild Idenuvadiugsedl 4 uaadddimudulesisudveadihounazngui Carb Hb
Y o W Ay Y Y d P @ Aad
szAumen uazidoyan 14 ladruilu ROC curve 1NeM152AUUBY Carb Hb NiaNgaluns
91 4 yaqu o 1'-':'1 .
LLUﬂ@ﬂ’JEJ ARF 990910 CRF F9011%52A1 Carb Hb 115 ugVH/gHb 11U cut off point Tuns
i 1 1 1 = & dao )
wied1)7e ARF 080910 CRF WU sensitivity 100% Uall specificity 183 49% danida lidwne
ueduaeu1y 1452/ Carb Hb 80 wgVH/gHD 1114 cut off point WU sensitivity 89% iia
. & o o = 2 oy _ - 1R 3=
specificity 82% %QHW&’LIJHS&WUVIM&JW’CT?J%Q@ 9411 sensitivity 92 11iDa 100% uAneIITD
~ . . d%/ 9y b=y £
i specificity gatiu Idawfiouds 90%
b P A o T o Y 9t :/‘ 1 @
vindoyalumisedi 3 uaz 5 Wel1A1 Carb Hb o BUN 1 1anngilona 2 nquunda
o [ 4 ;. 1 v A (Y '
1714 Carb Hb/BUN ratios WUI1ARA8UDY Carb Hb/BUN ratios %@Qéﬂ’mﬂ@u ARF 4AuUnN1InNy
Y J =t 3 T d' = o 1 U 9 1
0.92 uazvodiongu CRF dauminy 2.05 Wenfseumsununuilungudilie CRF Saga
1 ' Y = 1 @ 1 s v o w aan 4 g g
nnguiiie ARF uaglinnuuanaienuedaiitedignedda (p<0.01) defuduldam
4 9 1 1 dl Y U T
ANUMANNNY LHDIVINHANITANITNAUNTNAUNAEVDI5ZAY Carb Hb ¥0INGHW CRF Ue1
1 3 [ q' s o’/’ L= Y Y [R=1
qanweedile ARF ugnunfsveeszal BUN vaens 2 nquilmindifesiumn Tufiaau
1 ) 1 v o w aa o 3 4 ° o I~ o [} .
uanaNAuediilsdAymeana auiuiethuAmiiudoas1dauve9 Carb Hb/BUN ratios

P=) 1

[l 3/ v
furufAoA1RAgveITEAY Carb Hb 403f109e 2 Ngu daudadiufio AuRfovssseay BUN
v

ATUANABYBINGU CRF 1INNT1 ARF uadadauiianwiinu ¥1lve1 Carb Hb/BUN ratios 99

1 L} 1 1 1 é L5
QU CRF fif1gan31 ARF ad1auniuen 4181403m15 195200 Carb Hb/BUN ratios (4 cut off

. o9 g g a J A& A Y ¢ P
point TuNsuiegdtlie ARF ponnn CRF AlludnwiniimesnideniieglF1d anaised 5

Y g KX ' o LV ' 1A . LV A o oy P

uarasliirudulesimudvediiousasnguil Carb Hb/BUN ratios 52au 199 Wethideyah

FY kY < ' . @ . {1 o
laldedrailu ROC curve Wudh 19 cut off point ¥9352A U Carb Hb/BUN ratios M1 2.0

Y L= = '
Tun1susniilay ARF 89n91n CRF WU sensitivity 100% LAY specificity 189 54% taan 1%
52U Carb Hb/BUN ratios 11 1.5 15U cut off point WUT13 sensitivity 89% 118 specificity 72%
& da A '@ Y o Y 1
FaNAnouiAuns 19szdu Carb Hb 1iusuengilay ARF eon91n CRE
9 a A o 1 a by U q’; 1 kY]
nndoyalumsadl 3 uay 6 1o Carb Hb uaz Cr 1 laningiludia 2 nguinda

o3| (R { ' ' 0 Vo
1T Carb Hb/Cr ratios WUT1ATRDEUBI Carb Hb/Cr ratios ¥0941128nqu ARF A1y 18.9

<4 I LY T

uazvosfiliongy CRF fiawiiny 25.78 Wenlsouieuiuwunlungudilie crF Imgani

@ a

1 91 ~ t s 1 @ o o 4 o I
AquAlie ARF uaylianuuanaeiued1esldedidyneeda (P<0.01) Weiiszdu Carb

o

. rg @ 1 @ o = o o ! )
Hb/Cr ratios 1uUuuszaua1ee Asesied 6 uazuaasdldmuiudosisudvodiounay
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oA @ 1 4 o Y {y Y 3/ o '
nquHl Carb Hb/Cr ratios 5¥Aua139 Wohdeyai 18 ad1uilu ROC curve w14 cut off
A 1w Y '
point 494 Carb Hb/Cr ratios v 60 1uN1319A1]98 ARF 891310 CRF WU sensitivity
= .. oA & A 4‘14!41!9!'9)9!0.1 L oA
97% WAL specificity BN 5% W1iu Fedpsinnyene 1 la uad 1952y Carb Hb/Cr ratios 71
(=S . . =1 v s
20 Lid_]‘u cut off point WL sensitivity 71% LAT specificity 56% e 1@ 152du Carb Hb/Cr
. e o oot o A4 Ay ' .
ratios H L‘flu‘mﬁmmas‘ﬂummmwaaauaﬂmw Carb Hb 119¥ Carb Hb/BUN ratios 11015
9 4 g A o & o Yo o
usnftlie ARF 800910 CRF G9NAUTEIIINAUAYAD 536U Carb Hb Uil CRF U1ga
v [l
1 T Y] LY ] Y] T [ a
anludihe ARF sauianindeyalumsiah 2 dadmde szAvves Cr Tudihengu CRE ATl
1 1 1 a o’/’ 4 o 1 P! :// a 4 LY °
Aganf1he ARF datiuilethaundoveana 2 wisdnes 13aiy Carb Hb/Cr ratios 11119
@ [} :/l 4 n’/’ 2 Y a A d%’ A o 9 o) . 1Y)
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PROJECT : Carbamylate Haemoglobin

Age. v Sex. .o HN. e
Admit. . oo Discharge........oooviiiiiiii
Underlying diSase.........oooeoiiiiiviiiiiiiiaianns
History: O oligurea U hypertension O drug

[J dehydration [ hypotension U toxin

O blood transfusion

Physical Examination:

Diagnosis:

U anemia O dyspnea O dehydration

Op

lood pressure Ll pitting edema [ crepitation

O ARF O CRF

[0 Acute ontop CRF O ESRD

Measurements:

urine exam.

sp.gra. colour turbid | WBC RBC cast bac.

day 1

day 5

day (max)

spot urine

BUN Cr Na K CI HCO, | protine

day 1

day 5

day (max)

blood exam.

BUN Cr Na K e HCO, Carb. Hb.

day 1

day 5

day (max)

ultrasound
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1 } 4
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