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We constructed prospectively the renal allograft recipient cohort including 120 subjects
since 2007. We revealed the correlation between renal allograft function and the
alteration of low-molecular weight adiponectin, the expression of non-classical HLA-G and
clinical use of angiotensin-receptor blockers. We also found fibrocytes infiltration in acute
ischemia-reperfusion injury of allografts and the activation of pericytes in interstitial
fibrosis of chronic allograft injury.
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A A4 % High endothelial venule (HEV)
BRI 23 BEBESE U 0 S E T 5 Z & & 5
5 L7= (AJN2002, PNAS2006). Z L& BHsE L
C IP-10/CXCR3 23 [ EARME(LIBFR IZ BN T H
HETHDH I &Z2HE L AIN2007). &5
W2, FHEBEEICBT DT v T A — AR
EHED, JRERIZBIT DT 7 74 VEAL
% fifERd L C X 7= (AJN2006) .
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Jatk S g B8 X QWU K B iR 4 28 RO A8
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WCHBHMEFROESHZIZORN > TV D
(AJN2006, CT2008) . —J7, 18VMERfliEfEE
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LHERENTE ., ZhETEMETVIC
BWCHMHEBR AT T =0, b MEME
B EEOIRE LD FRITWVER
R+ ThHS.
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endothelial venule (HEV) $EM& 285 5 &
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1: BRI 2R — b 120 O FGE T — %

Variable Total Living Cadaveric P
N 120 7 23
Gender male : female 77:43 65:32 12:11 NS
Age mean, year 46+10 4610 50+9 NS
HLA mismatches, median (range)
HLA-A/B 2(0-4) 2(0-4) 2(0-4) NS
HLA-DR 1(0-2) 1(0-2) 0(0-2) 0.05
Time after Tx, month 17687 19385 10447  0.01
eGFR, ml/min/1.73m2
Total 50.3+£18.5 50.6+£19.2 49.0£15.7 NS
Male 53.5+19.1 53.8+19.7 51.5+16.3 NS
Female 44.6+16.1 44.1+16.6 46.3+15.2 NS
Body mass index (BMI) 21.0+2.8 21027 21.5+31 NS
Blood pressure, mmHg
Systolic 125+13 12513 123+13 NS
Diastolic 7710 78+£10 7219 NS
Blood chemistry
Glucose, mg/dL 1M0£25 10926 M2+21 NS
HbA1c, %, n:28 6.4+0.9 6.4=1.0 65+03 NS
Total Cholesterol mg/dL 205+ 34 20436 205+22 NS
LDL-C mg/dL, n:117 11829 12030 108+24 NS
HDL-C mg/dL n:117 6618 6417 7321 0.05
LDL-C/HDL-C ratio 1.95+0.78 2.04+0.80 1.61+£0.59 0.05
Adiponectin mg/mL 13.1£6.3 12.5+6.0 15.7+£6.6 0.01
Male, n:75 11.9+5.7 11.6£5.8 13.7+£51 NS
Female, n: 42 15.2+6.7" 14.2+6.2% 17.8+£7.6 NS
Urinalysis
Proteinuria - 88(73.3%)  70(72.2%)  17(73.9%) NS
+ 13(10.8%)  11(11.3%)  2(8.7% NS
1+ 7(5.8%) 6(6.2%) 1(4.3%) NS
> 2+ 13 (10.8%) 10 (10.3%) 3(13.0%) NS
Hematuria > 1+ 28(23.3%)  20(20.6%) 8(34.8%) NS
Therapeutic agents (Drug use, %)
Immunosuppressive drugs
Steroids 120(100%) 97(100%) 23(100%) NS
Antimetabolites 115(96%) 94(97%) 21(91%) NS
Calcineurin inbibitors 80(67%) 57(59%) 23(100%) 0.01
Antihypertensive drugs 103(86%) 83(86%) 20(87%) NS
ACEi/ARB 52(43%) 42(43%) 10(44%) NS
Antidiabetic drugs 10(8%) 6(6%) 4(17%) NS
Insulin 5(4%) 3(3%) 2(9%) NS
Oral antidiabetic drugs 5(4%) 3(3%) 2(9%) NS
Statins 49(41%) 38(39%) 11(48%)  0.05
(Tx, transplantation; Mean + SD, * p<0.05, ** p<0.01; NS, not significant)
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Table : Construction of the estimated equation for
the decline in eGFR
Model 1 B SE beta t P

(Constant) -3.748 2.936 -
Donor cadaver/living (2:1) 2.138 0.774 0.236

1423 0632 0191 2250  0.027

LDL- ( HDL C ratio -2.543 0.673 0342 -3.779  <0.001
=2.0 (ves: 1)

BMI 0.273 0112 0208 2446 0.016

eGFR at initial -0.047 0.018 0226 -2.632  0.010

ADPN -0.108 0.054  -0.184  -1.997  0.048

AeGFR (ml/min/1.73m? per year) =

—-3.748

+2.138 x [donor type] (if cadaveric donor, 2; if living donor, 1)
+ 1.423 (if treated by statin)

—2.543 (if LDL/HDL ratio over 2.0)

+0.273 x [BMI]

—0.047 x [eGFR]

—0.108 x [ADPN] (r=0.570, p<0.001)

Model 2 B SE beta t r
(Constant) -0.905 0.921 -0.983 0.328
Donor cadaver/living (2:1) 1.481 0.774 0.286 3.106 0.002
eGFR at 2004 -0.039 0.011 -0.333 -3.565 0.001
High molecular weight

ADPN -0.124 0.057 -0.204  -2.187  0.031

AeGFR (ml/min/1,73m? per year) =

—0.905

+ 1.481 x [donor type] (if cadaveric donor, 2; if living donor, 1)
—0.039 x [eGFR]

—0.124 x [High molecular weight ADPN]

BMI, body mass index; ¢eGFR, estimated glomerular filtration rate; ADPN,
adiponectin
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DI Y — RPN ENTHn5S. AARA
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