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7} &2 Table 33 gou,
z
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A4 a7 7 elwr)Hel we B7h FBo] A

A

Aoz ¥ F

ARE 5 Qe
g Wz Adaad A48 449
de 1842 Yla] dstd A4A dRAE S
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Hahach AR 27 doleuolad JeHE A4
2 A7 AP

0 R SRF il il
NSRS $Agd, FHESHE, B4, FIdA, HEHS,
AEXFHUE, DNA 3
A4 AR 4, AAE Hes, wEaw, Waadd W 278 ¥E
DBell ¢4
AT FZAH ), NFFE, FHNG, 5794 A
FAG, BT AHY
Wy
MAF A 24 F2 (CO), &4 Ex, fAx, FF, 718
759 NAH, n@s), 2rARAE, Bx, 7|E
e A4
#A4 T, &7, AABE, FIREH
& A= T, ndg, A, #AFAAE HEF, 45,
tdEF, 7IE
Ak @A oghz x4 A%, AE, FF7) ", w37 g5 AFER, #

Blood Count

Chemistry

Serology

Spot urine

24 Hr urine

7] et

dol 4, 7IE

Hb, Hct, WBC, PLT, neutrophil, lymphocyte, eo-
sinophil

BUN, Cr, Na, K, Cl, HCO3, Total cholesterol,
LDL-cholesterol, HDL-cholesterol, TG, ASL,
ALT, Uric acid, total bilirubin, total protein,
albumin, FBS

HBsAg, anti-HBs Ab, anti-HBcAb, HCV, HIV,
VDRL, Cryoglobulin, CRP, FANA, RA factor,
ANCA, anti-dsDNA, ASO, IgG, IgA, IgM, C3
C4

Hb (urine stick), Albumin (urine stick), creatinine
cone, protein conc

creatinine amount, protein amount, CCr

ABO, Hh
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Table 2. 1334 dojgluolro) AFH: 53 AF 24
=57 a5 EliaA
olgtd A MA, HMF, F£F7) 49, Ay e
okE Fof none, ACEI, ARB, CCB, beta-blocker, lipid lowering agent, NSAID, cor-
ticosteroid, fish oil, immunosuppressant, others
AARA 4271 BUN, Cr, serum albumin, total cholesterol, LDL-cholesterol, HDL-choles-
terol, TG, AST, ALT, uric acid, glucose, Hb (urine stick), albumin
(urine stick), spot urine protein conc, spot urine Cr conc, 24 Hr urine
protein amount, 24 Hr urine creatinin amount, 24 Hr urine CCr
=] Abg
A3 4w w/lAnd (WA 2¥ AR 9, AR A bE, Agdel, AY wrlaRdes 7
A4 471%) 9 E: Age
2 99 =5
Table 3. A7 Az Y4 dojgol2o] AFHE AAP 7 §=
s g5 1
2 Q1A A
Bl ek
B3dEn 4 47 Glomerular findings No of glomeruli, Glomerular size, Glomerular cellular-
ity, global sclerosis, segmental sclerosis, crescent,
increased mesangial matrix, 7] E+
Tubulointerstitial findings tubular atrophy, interstitial fibrosis, mononuclear cell
infiltration, 7)€}
Blood vessel changes hyaline arteriolosclerosis, fibrointimal thickening, 71€}
AREu A ~A EDD %, EDD ¢, GBM changes, Foot process
changes, 7)€}
Hadyg a7l IF pattern, IgG, IgM, IgA, C3, Clq, Fibrinogen, 7| &}
Table 4. A QF Aaddy
A kg v 1
Glomerular diseases Minimal change disease, focal glomerulosclerosis, clg nephropathy,
membranous nephropathy, membranoprolifertive GN, acute postinfec-
tious GN, IgA nephropathy, diffuse mesangial proliferative GN, non-
specific GN, lupus nephritis, diffuse crescentic GN, 7)€}
Tubulointerstitial diseases acute tubulointerstitial nephritis, chronic tubulointerstitial nephritis, acute
tubular necrosis, acute pyelonephritis, chronic pyelonephritis, 7] &}
Vascualr diseases hypertensive nephropathy, malignant hypertension, hemolytic uremic
syndrome, 7]E}
Hereditary diseases Alport syndrome, thin basement membrane disease, 7]E}
Metabolic diseases Diabetic nephropathy, diabetic nodular glomerulosclerosis, renal amy-
loidosis, light chain deposition disease, ”]E}
Transplant pathology Acute allograft rejection, chronic allograft rejection, cyclosporine A ne-
phrotoxicity, FK506 nephrotoxicity, 7]tk
7)€}
! Ea 4 R N = Z] &A] EHoke I 2~ o
4. AR A BRI DNA +F *HDNA FE 5 7 b A Eobw g
b AEA AF §xbe DNA 5L 373be] A3
A AGS A 48 axbe dAER £ DNA A3 olgxdoz FAFH DNA o)
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jujal7] st dxdRe R FE S DNA
Hreg $xte] dzxdd gd+E Epstein
Bar VirusZ ©]&3le] BHNEFE At ol&
A P30 AFsr|2 AR w1, B A
Atdel B4 A=A HA FHAE HA AE
network®] o] WAL wh ojw] HA HE net-
work® T&3n glon, EEAEF AFdE B
Aol e AE 7gd AR AT

gz dxPAdoZHE DNA FEL GentraAtd
Genomic DNA extraction kitE o] &3t FE3IA
i, 323 DNAX 50 ng/microliter®] T 314
& % 3709 tubeoll BF3F AR Gt 0= B
Eigii=

5. HYAIICIEY B4

G A7 AL TagManBE o] &3l B4
Attt TagMan 24 #3832 7zt qdgdde XE7
AgsiA A8y MZ 2 ¥FEF G'EHH
quencher (3'2W)E HA3 probe9t probed up-
stream¥ downstreamoll HXIstE FHEA Dt

2 primerZE #34 DNA ¥ 5Snuclease 4% z+

3 9)¥ DNA 8854 2 72 nucleotide 5€ X%
g ure gzl 58 I3 & FHEEL AHNHEE

||i|a|;k!§'

NFIE, SEEL dvrSel FAHUM, ZF Py
Fol wal #-34 DNAeH AEsA YA probe
Z DNA F&asrt BsiA7¥ d3E 4] quench
erf e S HHA 2z} probeol wal gl HF AlB
g 284 99 (Fig. ). 2&5He 8% 59 4
Al AEE EAgte] fHAEE E45tE el
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SIX|QEIM 2 ZEH g X2 8BS
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2004 89 259 @A fAolE HolE o] 2o Y
B ARRA 28 B AR F 6267 F, IgA
AFol 7P gu, WANF, 2HA ATA AsE
F9 €At (Table 5). o9& HER Aoz &
g7 AL FAel gz DNAE 24574 4

S
ol A ALAQl DNA 7159AE ¥

S

sk o0,
A9l Wetel DNAE 715wt
2. ATH B ANEE SIS 9UB WM
HOIEIOIA JHRt
AFA AR AN Holeiel i 7 ol o
Aol £4A ARE 49T F =S Wve

2 AzEded, A4y FAY 5’2}01‘4 A%, HAb
A2 T EE Y £38% Ay % FoF A B
S dYY 5 AxE st (Fig 2-4). =3, 82
o g F4 #F AHEs :13}]@}3%; 238 4 9
R HFa glol ged AT 1% g, 8
o Ase £4E F F UES fs}aa\:} (Fig. 5). @
A Ane ¥AAE 22 A sl
5 4% B Az"E muEden, o &1:,11}2}
A ge o] &g 7iHe ANAR oo o

3. A2 X2 GIOIEHIOIA TN
ATNE

e W47 A2 YA 5 U= do
4E2 ALEg (Fig. 6-8).
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ﬂlﬂﬂﬂ«r AR dolE o] et @
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Table 5. 2004 849 259 AA7A Fra Ady

d 34 Pn A
B A%
IgA Nephropathy 454
Membranous Nephropathy 34
Focal Segmental Glomerulosclerosis 23
Membranoproliferative glomerulonephritis 21
Minimal Change Disease 19
Lupus Nephritis 17
Crescentic Glomerulonephritis 16
Henoch Schoenlein Purpura 16
Diabetic Nephropathy 2
71 €} 24
Al 626
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sertion/deletion polymorphism, ACE I/D), ¢#] &l
A5A FH2 M235T ©lsA  (angiotensinogen
M235T polymorphism, Agt M235T), ¢H=] @ 6lAl =
18 784 Fd2 Al1I66C 9384 (
receptor Al166C polymorphism, ATRI1
ALI66C) 5 dld-stR e ’lMAl #-HA e
Mttt (Table 6). A 72 #22 o84 4
5‘% Hardy Weinberg equilibrium] 2 33 =
1%tk ACE I/D thaAdS A YolA D digy
9] ‘“-‘5—7} 0.6%1d] whale] o) AitAF A= 04
Hrer wEso A9 wildAe] Aol Aolg H
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b M
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o] 7t ook 7hed Roz Atgdrt

ATAES FH"E A8 F AMAHLE gA AT
o2 Awhity, 2@ ol FH{AEL w1, FABE
N7t & 53 o A AdolEldXE SALRA
#2} 2039 S gz AR o]F FF FETIZH

2 g3 ZdoleidA d49 718719 #d-<tA
SHAA Az AT AdRnAE BMiY B
Yt (Table 7). A18 AL 83 FHA
A1166C thaAde AAFo] 1829, ACE] 200l
@, CC¥L BAEHR ' 5, CHIEAY H=AH
uf§ ol BAugA AL, il drAHE
S EA FARe C-34T 38 E Friste B4
At IgA 2S5 #x AAA A AHH A
A9l 7187 HEFFE -0,001 (EFHAF 0.007) 01
v} Agt M235T¢} Aldosterone synthase C-344T
gy Aol met 7.7 g EEE K9 xolzt 2
Aoy, ACE /D 34L& I¥el -0.004, Digol
-0.002, DD&o] -0.005 $22 fAAHA we f9
& ol7b ATk (ANOVA, p=0.0032). o|& A 7}

dEE A23 2004 —

A FrAAge] 2Fd ot Jdd 18 £
3le] wlth (Table 7 ¥ 8, Fig. 9). IATFY =27)
7} obd FR3A ot 7t £ thEAe wet A
A ZYotdd A A4 71£7] e EEAAM FAT
Aol FAFIIE oy, d¥tHoR IgA AF
A g7t B33 Aoz 4w ACE DDIEY &4
BAME TE FHAe] PP HA vk A48
ol glo}] B 2oj7t A& + AEE ¢ F UATh
3 olE 2ARE EWE dAd-IALUMAA FHz
gEdst AA#e] FE BA3] AT BAe
2717F o 1,0004dg 4&2E + Ak

5. gr=mel ARl AlE XM ACE HRIM %

oxioEll £8A AHMOI ket XE WS
Ey

£ vl
[«

el AT AE BxoA ACE AAA 4 <&
Al 2R A g s vhE BAME 9
14e A8 ¥g Brte AT JAAE
protocol®] 7ol @gso] Au@eh 44 MeH
Lol M IRBY 498 ki, A AbFA A 2

@
°
o
>

Table 6. t1d 8259 FAAY £ 2 d¥dd W=

Angiotensin converting enzyme
Insertion/Deletion

Angiotensinogen M235T

Angiotensin II type 1
Receptor A1166C

DD 112 MM 21 AA 641
ID 362 MT 214 AC 76
I 243 TT 482 CC 0
Total 7 Total 717 Total Ny

D allele frequency=0.41
1 allele frequency=0.59
HWE’, p=0.6970

M allele frequency=0.18
T allele frequency=0.82
HWE", p=0.9358

A allele frequency=0.95
C allele frequency=0.05
HWE", p=0.3480

"HWE, Hardy Weinberg Equilibrium, chi square test p value

Table 7. IgeA A5 @44 ACE I/D, Agt M235T, Aldosterone synthase C-344T 934 {FAAF A
w2 43 aYoteldA A 7)1 &7 o

ACE I -0.004 % 0.006" Agt MM -0.001 £0.005 AldSyn CC -0.001=0.003
(n) ( 52) (n) « 6 (n) (20)
DI -0.002£0.005 MT -0.003*0.003 TC -0.003+0.006
(120) ( 64) ( 75)
DD -0.005%0.006 TT -0.003+0.006 TT -0.003%0.006
(3D (133) (108}
(203) (203) (203)
p=0.0032" p=0.7369" p=0.3306"

‘mean*SD; 'ANOVA
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Table 8. IgA A% A4 A FU-AXNeHAAA FAA FAAYe Y

Code ACE Agt AldSyn 3214 Hit 71&7] 71&7) REHA}
TO1 DD MM CcC 1 * *
TO5 DD MT TC 6 -0.011 0.008
T06 DD MT TT 7 -0.002 0.002
TO7 DD TT CcC 3 -0.002 0.001
TO8 DD TT TC 5 -0.003 0.004
TO9 DD TT TT 9 -0.006 0.007
T11 DI MM TC 3 ~0.004 0.005
T13 DI MT cC 6 -0.001 0.003
Ti4 DI MT TC 12 -0.001 0.003
T15 DI MT TT 17 -0.002 0.003
T16 DI TT CC 7 -0.001 0.005
T17 DI TT TC 25 -0.001 0.006
T18 DI TT TT 0 -0.003 0.005
T20 i MM TC 1 * *
T21 1I MM TT 1 * *
T23 I MT TC & -0.003 0.005
T24 I MT TT 8 -0.003 0.003
T25 )i Tr CC 3 -0.003 0.002
T26 )i TT TC 16 -(.004 0.005
27 1T TT TT 15 -0.005 0.009

Interaction Bar Plot for Stope
Effect : T-Code

0.006
0.004+
0.002 4 F
c 0 I ]
o
TP T RERERE
2 ~0.004
O
~0.006 '[
-0.008 F
~0.01 r
] |
-0.012 L
TOt1 TO5 TO6 TO7 TO8 TO9 T11 T13 T14 T15 T16 T17 T18 T20 T21 T23 T24 T25 T26 T27
Cell
Fig. 9. IgA &8l dl-FX el FHAFf s HF =gole]ulz o590/
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