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Table 1. Characteristics of the Patients with
IgA Nephropathy at Baseline and Last

Follow—up
Variable Baseline ‘ LasE
ollow-up
Age (year) 341%£136 384*14.1
Sex (male : female) 53:35 -
Height (cm) 167110
Weight (kg) 628+115 635%E12.1
Gross hematuria 25 (28.4%) -
Serum IgA level (mg/dL) 341+137 -
Serum creatinine (mg/dL) 1.4+09 34+43
Creatinine clearance 69.71289 5871389
(mL/min)
Mean arterial pressure 103+17 98+ 13
(mmHg)
Random urine protein to 339+t337 2537388

creatinine ratio
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Table 2. Comparisons of Clinical Characteris-
tics at the Time of Diagnosis Based
on Progression to End-Stage Renal
Disease (ESRD)

Variable Non-ESRD  ESRD
(n=70) (n=18)

Age (year) 337131 356%156

Sex (male) 41 (58.6%) 12 (66.7%)

Height (cm) 166=9 168+ 10

Weight (kg) 627117 633%11.3

IgA level (mg/dL) 3561149  288t61

Serum creatinine (mg/dL)" 1.2£06 22+1.3

Creatinine clearance 743*254 5191352
(mL/min)”

Mean arterial pressure 103+17 106+ 18
(mmllg)

Random urine protein to 3181336 4.22+3.33
creatinine ratio

'p<0.05 between non-ESRD and ESRD

Table 3. Comparisons of Histologic Grade”

Based on Progression to End-Stage
Renal Disease (ESRD)

Non-ESRD (n=70)  ESRD (n=18)
Grade 1 9 (12.9%) 1 ( 56%)
Grade 11 2 ( 2.9%) 0 ( 0.0%)
Grade I1I° 23 (32.9%) 1 ( 56%)
Grade TV 32 (45.7%) 11 (61.1%)
Grade V' 4 ( 57%) 5 (27.8%)

"Pathologic grade by Haas
'p<0.05 between non-ESRD and ESRD
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FRAE AN DR do s AYdt Fxpi=
184 (205%)°1Rem 19, 3d, 5d, 7d AYE=ES
2+7}F 96.5%, 88.4%, 82.3%, 70.19% v},

Table 4. Association with decline in Creatinine
Clearance by Univariate Linear Re-
gression Analysis

Variable p value

Age at diagnosis 0.376

Sex 0.526

Serum IgA level at baseline 0.337

Serum creatinine at baseline 0.289

Creatinine clearance at baseline 0.601

Mean arterial pressure at baseline 0.701
(mmHg)

Random urine protein to creatinine ratio 0.566
at baseline

Mean arterial pressure during follow—up 0.001"
(mmHg)

Random urine protein to creatinine ratio 0.000

at follow-up

"<0.05
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Table 5. Regression Coefficients and Standardized B8 Coefficients for the Multiple Linear Regression

Model

Parameter

Regression coefficients  Standardized £ coefficients

Intercept
Random urine protein to creatinine ratio at follow-up
Mean arterial pressure during follow-up

2.206
-0.128 -0.379
-0.023 -0.301

Adjusted R°=0.25, Durbin-Watson (U): 212

Agg,
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Table 6. Patient Clinical and Laboratory Data
Averaged over Different Time Spans
from the Diagnosis of IgA Nephrop-

athy
Variable Year (s) MeantSD
Random urine protein to 0-1 2.64E£2.68
creatinine ratio 0-2 250%2.43
0-3 2441237
0-4 2.4612.43
0-5 2461244
Mean arterial pressure 0-1 99+12
(mmHg) 0-2 98+ 11
0-3 98+ 11
0-4 98+ 11
0-5 98+t11

25, No. 1, 2006 —
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Fig. 1. Renal survival of the patients with IgA
nephropathy from diagnosis.

Table 7. Predictive Value of Maximal Creatinine Value during Follow-up between no Return Group

and Return Group

No return

Maximal creatinine Sensitivity Specificity ~ Positive PV™  Negative PV"
cut-off value 4 (n=18)  — (n=70) (%) (%) (%) (%)
>2.0 * 18 15 100 78.6 54.5 100
- 0 55
>2.2 i 18 11 100 84.3 62.1 100
- 0 59
+ 18 10
>2.5 B 0 60 100 85.7 64.3 100
. + 18 9
>26 B 0 61 100 87.1 66.7 100
+ 18 6
>2.7 B 0 64 100 91.4 75.0 100
+ 18 5
X 2. .
>3.0 B 0 . 100 929 78.3 100
_ + 18 3 _ _
>3.5 _ 0 67 100 95.7 85.7 100
+ 18 2
>4.0 _ 0 63 100 97.1 90.0 100
+ 18 0
1
>4.1 _ 0 0 100 00 100 100
+ 17 0
>54 -~ 1 70 94.4 100 100 98.6
+ 16 0
>7.3 _ 9 70 88.9 100 100 97.2

*Predictive value
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Fig. 2. The courses of serum creatinine

over time in individual patients of IgA nephropathy.

Eighteen patients progressed to end-stage renal disease (ESRD) and other 66 patients
maintained stable renal function below around 4 mg/dL of serum creatinine. Once se-

rum creatinines exceeds certain
months aueraged.

limits, those patients progressed to ESRD within 94
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Is it Possible to Predict the
Progression Rate in Korean
IgA Nephropathy Patient?

Young-Soo Song, M.D., Jung Eun Kim, M.D."
Ji-Eun Park, M.D, Yongjun Choi, M.D.
Heesun Jung, M.D., Mi Jung Kim, M.D.

Byung Kook Im, M.D., Hyuck Joon Chung, M.D.
Hyunee Yim, M.D.", Gyu-Tae Shin, M.D.
and Heungsoo Kim, M.D.

Department of Nephrology,
Department of Pathology’,
Ajou University School of Medicine, Suwon,
Choeun Medical Clinic’, Korea

Background : The progression rate of IgA ne-
phropathy is known to be variable. We tried to draw
an equation that can predict the interval till end
stage renal disease (ESRD).

Methods : We retrospectively checked the risk
factors of the progression such as demographic, clin-
ical, laboratory, and histologic data by using simple
linear regression in eighty eight (M:F=53:35) pa-
tients with biopsy-proven IgA nephropathy from Oct
1994 to Aug 2004. By multiple linear regression, a
semiquantitative equation estimating the rate of pro-
gression was developed. We also evaluated whether
there is a “point of no return” that progresses to
ESRD which was shown by D’Amico ('93) and
Scholl ("99) by receiver operating characteristic
(ROC) curve analysis.

Results : Mean age and follow-up period were
3411136 years and 55.71t31.4 months. Among the
risk factors, spot urine protein to creatinine ratio and
mean arterial pressure during the follow—up period
were significantly associated with the rate of pro-
gression (p<0.05). A semiquantitative equation esti-
mating the rate of progression using the two factors

9] =% Point of no Returnoll #3 13 —

was developed as follow. 4CCr=2.206—(0.128 ¥
PCRtiow-up) — (0.023 X MAPtoow-up)  (MAProliow-up : mean
arterial coefficient=-0.023,
PCRoliow-up - Spot  urine protein/creatinine; regression
coefficient=-0.128). By ROC curve analysis, all pa-
tients with maximum serum creatinine over 4.1 mg/
dL during follow-up were found to progress to
ESRD.

Conclusion : We conclude that in Korean IgA
nephropathy patients we could predict the rate of
decline in renal function for individual patients semi-
quantitatively and we could confirm the existence of
a “point of no return” during the course of IgA ne-
phropathy. (Korean ] Nephrol 2006;25(1):35-44)

pressure;  regression

Key Words :IgA nephropathy, Predicting pro-
gression, Point of no return
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