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Y g ddoR ASY WEY SA9 uEe W, Behte] fRE FHHsin
4 9T % 799 AEE st BA4F wrjalRg %ZM}H e ke R S
+ % #dol WA Fge dolroA sk
g B :2002d 49 @A AAgE MEgdaw AUl EuENe Agun g
B2 7 W 324 Aol ¥ 239 HAE A9 5298 UiAes AsEbd g 9
CRP, hsCRP, interleukin-6 (IL-6), Chlamydia pneumoniae (C.pneumoniae)ol W3 IgA
%4 IgG A7) ICAM-1, VCAM-18 =339 o0, A A= ETE o] &t AFW Y
A, e WA 9 Saashite] SR8 233

g o Aol BEW 28598 4N 5299 fRldA A ubow wHE ZXe AR
W oulger FAe Fughe felsl Frleten, H44se Holl: 3o HgE o 99)
A Skt (p<0.05). &% WFT FA9 wate] wet FAPEY vAYFOR thro] 1]
WAL o, log IL-6, C. pneumoniaed] W@ IgA 847}, ICAM-1< AaZo|A )z gz
Hoh FelatA w3tk (p<0.05). 2x29 AL Alde A7 log IL-6, C pneumoniae
of e IgA FAZE & Aol 259 WEY Tzt Zosts 8E7} ool e
" HDL ZFad2vlE 23 259 W FA #ste] Fo3 SgAxgoh g3 87ARAS
NS Aot log IL-6% C. pneumoniaed] & IgA A7}, ICAM-10] A% yEe S

of HHAHoR JFE v AAYT (p<0.05).
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BaE s ol o Be AMLES LY, Un
W, &4, o|4X2¥F (dyslipidemia)# =& o]v]
dHA FE fYdAveRyE FEI AW F 4l
Y mEd HE ols BXEAAN BEAHE DA
AFurgoly Adn 2 frg A9 Ada
A dge o3k Aol Friet oW g Ayte] glEA
o g Blol A Ak,

Interleukin-6 (IL-6)& 71} A€ H7HAF At

olgdllor FA ¥F weg dovH C-vh&A
oA (C-reactive protein, CRP)Y #4€& HFE3

o}, a5 @A Tt IL-6 =7 AP #
Gz} BEFol Jont? A HyANF
Z2Z2%9 ABFHo] ggo] H2 B I AF
g% AolEFIQle]l FAAREE & A7 71
of dallMy AEs Wi v fdov dedg FH
o] A% Bz B2} (cell adhesion molecules)?t 5 &
3 e e Aoz A Yok F ATHE A

B - *ﬂﬁ Fdol MER-2 Bz
BEg ZrkAA WEre] o3 9 AHE S §
%’a}ﬁi}%—% /P—E} AR, oju} PRy
Pl M AERH Exprr FrbEo] gldol ddA
A3, AEHA A T #dAA o oo U=
2747k gl v A,

e e
niae), Helicobacter pylori, cytomegalovirus %l
g% vl ggel A¥HA Ad 5 H4Es
Z9 Ay 9 Fxo dFE 7AE Az I
2 =3 wgHe Cpneumonice HAE APHoR
gpee] #EE dod 4 den IL-6, interleu-
kin-1 (IL-1), tumor necrosis factor (TNF)-« ¢}
zZe A2 yAAE FEIe F4ASNETE doaE
b #odals Hes RaEn vk AR #Hxld
A Az FaAAshkel 47t Cpneumoniaes)
# IgG A9 B Ago] Adeid Yn™, B
BA AN E Cpneunoniaedl WE IgA A &
ol AEHA Fe] o AEgo it BHEY
o vtz B3 @ B HY. T4 B-mode %
S3E ol&% AeW WEY F7 (intima-media
thickness, IMT)e] Z&4& HHEZAQ] Algo] golsfiL
v AEH Fio) U e, e F8 A

Az AW UFe FAe Aeld wE HAHE
o Arel #{ASY AHste] wig AT AVAHE Hol

Chlamydia pneumoniae (C.pneumo-

ﬁér
Qo

m()

2 o™ ool A wol AbEE I QT
4755 g AERA AFo] WNARAY &
gl Al Apde] Efdlolin e]o] o] WA 5
Aol Bdgo] oy AFATNA HWE Aol wet
z=474s%e] AEE vAFHY Yo Flsw
ole] Aae] FFL vAE AFPANE 27])
st ewbalm AT AmahE o] wr|AEA é&x}
of slo] AdaA AFe ol#eH AYES FiA
24 Aoz Azt givh
ol E AFelME & Fol Y ATVE 7B
o7 sto] HutRa Faje]A R4 7|zte] 32704 o

t..

i)
i

Abel Hlg ey gzt & 3270E Aol Ay xgs
AALE A gE 5248 ddeR ste adiNE 2§
3g o)gds A WEFY FAL WEH HFH
(calculated intima-media area, cIM area), <73}
kel 72 E2HEn FA 94 g5 2 gge
ARE ZASA ojEo] AHEHA A4S dod|e=

AYAA7t Hx] gotuaat st

CHat 3¢ 2iY
1. O &

2002 49 HA dAogm ARIz=Ed Al
Fol A 320 ol ButEAg Alg i gl 304
ol 7541 oldte] Fat F W 32/ Hel on A
B &3 AAME Al 5298 &
22 2709 oo WAFEE (Hg, HEF
U 2o dag 7d (ETEE 5 A
A gl Gey @ ALk dBA7ES
Edg o8, A4, 9 e, FM7|HE 28I
A% A%, 8, AP A4 (body mass index,
BMDE xAMsHvh

2. 2|

1) M3 |4 U sty HA

AEH Z2ew AA 99 ¥4L, FuiEad, A9
olel, FFe|~HE, FAAE, RYEATH (HDL)
Fe -6 E, Za, o Y ¢¥9E SFHsurt 2
AstetA Ak 12212 ol B4 F AEeal
i, FFsHER ST ALYE o83
Hitachi 736-40 A& £4712 #4851, HDL €
A2 A A} A8 AT ARS

>n3
= 5

e
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AW (selective inhibition and direct enzymatic
method, Daichii, Tokyo, Japan)e® Z&s}glow
AdE=Age (LDL) FaAHEL Friedewald 4
"™ (LDL cholesterol (mg/dL)=total cholesterol
(mg/dL)—HDL cholesterol (mg/dL)— triglyceride
(mg/dL)/5)& o]&3te] AMEAth 4 94FS o
BhiiE A#E CRP, 2 %74 C-wsg4d vz
(high sensitivity CRP, hsCRP) 2 IL-6& Z43%)
t}.

EE A AW 289 PA 9 1247 o4
#4% § Agsige. CRPE  IMMAGE®Immu-
nochemistry system (Beckman Coulter Inc, Fuller-
ton, California, USA), hsCRP+ BNII nephelometer
analyzer (Dade Behring Inc, Newark, DE, USA)&
©]-83t nephelometric assay® Z33sl9n, 2}z}e)
A== 01 mg/dl, 018 mg/LYct IL-6 (Pi-
erce endogen, Rockford, Italy) % ICAM-1 (inter-
cellular adhesion molecule-1), VCAM-1 (vascular
cell adhesion molecule-1) (R&D system Europe
Ltd, Abingdon, UK)2 ELISA (enzyme-linked im-
munosorbent assay) WMWOoR ZFIYct #HIE
Yetdl= ARZ Cpnemoniaed) & IgAs) IgG &
A€ ELISA (Bioclone, Sydney, Australia) o
2 FA893, Cut-off value (COV)E FAuz
S4diz Ate] EHE (optical density, OD) &
Al 2 & g AR FA s T
=2

Cut-off value=(mean negative control ODxK)-+0.20

Cut-off index=(mean sample OD xK)/COV

* mean negative control OD:mean value of negative

control serum adsorbance at 405 nm in duplicate

* K:ratio of the positive serum sample value to the

mean values of positive control serum adsorbance
at 405 nm

Cut-off index (CODE Atstdd 1 grel 110 o)
FE ¥, 090 HerE 24eE wEIHUSH COI
#e] 0.90-1.09% equivocal FAH o2 BE3519c)

2) M ZBTHR 0|88 HSYW WEY

FH, WS g5 9 saAsiuo a3

AEH 2gad o NEF A, WFY ®WA
2 4] 24e 75 MHz A4 ©&3} (lin-
ear array transducer)’} 3% duplex scanner

(Toshiba, Tyoko, Japan)& ol&3sld HUs HAMR}
of o AP At BAE Yool ARE A=A
M7 #, & AEY AR (carotid bulb)s} ¥
2 em Mo 2HE5Y TN Y FAL 2 X
Mol uise FA9 WAREE Z47 ZAsquh
EE HAL 37| olgn)A] o)Fojyon Zze 2
kel g AHEsITh FAA sl g
Wt FAE FAsA gsken 47435
HoZ 1 mm oo WEe w7} e
WoRT HolT 100% o4 dhel u)Fsl Q= A
2 Aodsart. FE9 uFet WAL 314x (AR
B2+ WERHFA - (HAAE/L) BHE ol gat
o Abstdrt,

3. BA ¥ BN

BE AR SAAMEE AUE AJE BAzZma
# SPSS (Window release 10.0) packageZ o]&3t
of £33 om, p-valueZt 0.05 BT A FA4 3
o2 FoF Aozt = Aoem Asiych dT4
Fo] FHA= HFrEFoAE Yehyen 7zt 2
Zkel BAEA Wi Student’s t-testE o] &5+
A, AFAAY ENolx 2Xaq HAENI oz
AENE ol&sAt IL-6 2 vyl B
2E B log FoE WSt FA o] gstgith

ox &
L
T oo

[

{

& It
1. CHaH &Rl QAN &3

A Eabe He 32709 (29-367049) o)A A%
W 2598 AP 529tk U 2ol dd 4|
T 26:2601eH M d9#e 51.2%11.04, JT
EREA 7|ZEe 8741418709, HE AAY Re=
286+3.1 kg/m’, FF SULL 101.3+11.7 mmHg
oA, FZHAHEL 18152287 mg/dl, FAA|
W 144.2+1075 mg/dl, HDL S 28&L 463+
149 mg/dL, LDL F¥ 2882 106.4+30.4 mg/dL
o]l CRP¥: 0.35%£0.44 mg/dL (2943 0.16 mg/
dL, 0.1-2.36 mg/dL), hsCRP 2.70%+4.93 mg/L (£
&gt 077 mg/l, 0.18-317 mg/L), IL-6 27.46%
8737 pg/mL (F%3 026 pg/mL, 0.3-4285 pg/
mL), ICAM-1 273.01%£92.99 ng/mL (%3 279.25
ng/mL), VCAM-1 1,79551 £311.78 ng/mL (&3t
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Table 1. The Clinical and Biochemical Characteristics of Patients

Age (years)

Sex (M:F)

CAPD duration (months)

Body mass index (kg/m%

MAP (mmHg)

Cause of ESRD
Hypertension, n (%)
Chronic glomerulonephritis, n (%)
Polycystic kidney disease, n (%)
Others, n(2%)

Hemoglobin (g/dL)

Hematocrit (%)

Creatinine (mg/dL)

Albumin (g/dL)

Total cholesterol (mg/dL)

Triglyceride (mg/dL)

HDL cholesterol (mg/dL)

LDL cholesterol (mg/dL)

CRP (mg/dL)

hsCRP (mg/L)

IL-6 (pg/mL)

Log IL-6

Cp IgA antibody titer

Cp IgG antibody titer

Positive IgA to Cp, n (%)

Positive IgG to Cp, n (%)

ICAM-1 (ng/mL)

VCAM-1 (ng/mL)

51.2%£11.0 (30-75)
26:26
87.4+t41.8 (32-287)
236%3.1
101.3£11.7

14 (26.9)
19 (36.6)
2 (38
17 (32D
103£1.3
30.7+t42
128238
3.3%05
181.5%=28.7
144.2+1075
46.3+14.9
106.4£30.4
0.35+0.44 (0.16, 0.10-2.36)
27701493 (0.74, 0.18-31.70)
27.46187.37 (2.85, 0.3-4285)
0.65+0.66 (0.45, -0.52-2.63)
1.38*£0.53 (0.26-3.36)
1.19+0.77 (0.38-4.3D
27 (51.9)
27 (519
273.01192.99 (89.92-567.54)
1,795.51 £311.78 (1,292.12-2,5619.21)

Data are mean =SD or mean+SD (range) or meantSD (median value, range)

CAPD, continuous ambulatory peritoneal dialysis; ESRD, end stage renal disease; MAP, mean arterial
pressure; HDL cholesterol, high density lipoprotein cholesterol; LDL cholesterol, low density lipoprotein
cholesterol; CRP, C-reactive protein; hsCRP, high sensitivity C-reactive protein; IL-6, interleukin-6; Cp,
Chlamydia pneumoniae; ICAM-1, intercellular adhesion molecule-1; V CAM-1, vascular cell adhesion mol-

ecule-1

1,742.97 ng/mL), Cpneumoniae®] ¥ IgA A7}
1.38£053 (593t 092), Cpneumoniaep®l ¥
IgG &7} 1.1920.77 (598 0.97)¢}AHTable 1).

A 20 279 HAPL A5 gL F
A 077012 mm, WET WY 21.82£480 mm’o]
A, L&A FHAAsieke] wEdE &3 1998 (257
%), F&A FH47shke] @akd At 189 (24.3%)
o8 % 3749 #xplA Fed FAshute] EA
&tk (Table 2).

2. ASY 28U 29| Wat

52 el @AolA] FAF wWoR wHEsle] ZAH
ZEd WEY FA HEFFL 0712002 mmelA

Table 2. The Carotid Ultrasonographic Parame-
ters of Patients

IMT (mm) 0.77+0.12
cIM area (mm®) 21.82+4.80
Presence of plaque
Unilateral, n (%) 19 (25.7)
Bilateral, n (%) 18 (24.3)

Data are mean tSD
IMT, intima-media thickness; cIM area, calculat-
ed intima-media area

077012 mmZ, HFEY 949 JFPE 1962+
421 mmolA 21.82+480 mm’E §&A 7181
o (p<0.05), EXAAEHE Hole $xle HEE
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Table 3. Comparison of Carotid Ultrasonographic Parameters between Baseline and Follow up Study

Non progressors (n=20)

Progressors (n=32)

Earlier Current Earlier Current
IMT (mm) 0.76+0.17 0.73%0.10 0.71+0.09 0.79+0.13
cIM area (mm®) 23.14%5.43 21481441 18.411£4.16 23624417
Presence of plaque, n (%) 7 (35) 11 (55) 12 (37.5) 19 (59.4)

Data are mean =SD.

IMT, intima-media thickness; cIM area, calculated intima-media area

"p<0.05 vs. baseline

36.5%0A 57.7%% A Frrskgth (p<0.05).
e WFe T Wale] 9 e F QA
A7) sls e WED FAY 01 mm o Z
7he #ab 329 & AT (progressor) O.F, W3}y
fAY 01 mm o4 #4F 4 20%H-L vAPP
(non progressor) 22 Wik oA A%
e A B 0712009 mmolA 079+
0.13 mm=, &% W5} #49e 1841+416 mm®
oA 2362+441 mm'E FAAE Kol &z}
o] H&X 375%°M 594 %E 99|l Zrtaelt
(p<0.05, Table 3).

3. &Y LIZY FHe| el me Xz 219
A4 ¥ MEElE X9 Him

Ao vFA e A, d8, AFE H5,
B FUY, HEIF2Y), dviEa ¥y R,
FEUAHE, 44T, LDL A AHE00E fo
& zol7b giley}, HDL Z#HAHES 284
415*11.6 mg/dL=2 v[Z 879 50.6+17.0 mg/dLK
ok fFosAl @kl (p<0.05). Y 94 2 7Bae
el A8 % CRP, hsCRP, IL-6, Cpneumoniae
of W IgG FA7E, VCAM-1& F i37be] o7t
Aot log IL-63% AgPFoA 420+5148 u|A
Pite] 144105880t frolstAl  wkom(p<0.05),
Cpneumoniaed] t™hE IgA ZTANTE Qg 7oA
11406028 v aite] 077203280 934
U (p<0.05). AN Cpneumoniae] e
IgA FAZE F4d Ao vl (625% vs. 35.09%,
p<0.05), & ICAM-1°] #9&A =3} (23393
88.89 ng/mL vs. 297.42188.22 ng/mL, p<0.05, Ta-
ble 4). A& e FA9 WHild 983 F&

i

i

-

AE dotny] A 2AsY HARNE olg5o]
7 EAAES nAF e BAg A9d A

log IL-67} ¥& 7% (OR=4.77, p=0.036)%} Cpneu-
monige®] ¥ IgA FAZFL & H$ (OR=824,
p=0.018)° & WF e FA7 Frkshs 8=}
ool glA wton, HDL Z#AHE =3 A9
WEet w9 st fold =zl o]} (OR=
0.89, p=0.026, Table 5).

. 4EY WS Fhol YE&E olxis X}

e WEE T ABEAE Bk dAES
Hotrr] Al A BAE AgY A3 A, Y4y
4, §elEAY, LDL Z# 282, CRP, log IL-6
(Fig. 1), Cpneumoniael W% IgA 347} (Fig.
2), ICAM-1 (Fig. 3)°] A% WE2 FA 9
& AuaAel A (Table 6). 3 3R A7
°l& % log IL-69 Cpneumoniaed) wd IgA 3|
7l ICAM- 1] ZE% W32 FrAd Sgxoz o
FE MAE AU (p<0.05, Table 7).

e ABoz AW AYEL HEA s s
of AHEol Huk. Te} odF wHE BFEL

LA ERfo) A wAkE él%«l FHES 40%
AER o Aw kom!™ =3 =iz 7B u
AL 454 ukgolglE HolA wlolE ALt A
Fgol B sldel gdEo Yot AT ARl

|
Buga o™ 184 % B-mode X&J}E o] &
of AU WEL FAS EY Uy P 247
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Table 4. Comparison of Clinical and Biochemical Characteristics According to Changes in Intima-

media Thickness

Non progressors (n=20) Progressors (n=32) p-value
Age (years) 51.1%t10.5 522+11.1 NS
Sex (M:F) 10:10 16:16 NS
CAPD duration (months) 93.4+£44.3 94.3+40.7 NS
Body mass index (kg/m®) 227%35 241%30 NS
MAP (mmHg) 102.8*+10.6 100.7+11.4 NS
Hemoglobin (g/dL) 101£16 103%+1.3 NS
Hematocrit (%) 30.7£5.1 304+%3.8 NS
Albumin (g/dL) 3.3%05 3304 NS
Total cholesterol (mg/dL) 1726274 181.3+30.2 NS
Triglyceride (mg/dL) 143.9%£153.6 146.8 645 NS
HDL cholesterol (mg/dL) 50.6*17.0 415%116 0.026
LDL cholesterol (mg/dL) 93.2%320 110.5%29.6 NS
CRP (mg/dL} 0.3210.51 0.37%0.40 NS
hsCRP (mg/L) 29717.02 253+£3.10 NS
IL-6 (pg/mL) 2.24+2.02 42.131109.08 NS
Log IL-6 0.26£0.34 0.90£0.69 0.001
Cp IgA antibody titer 0.77£0.32 1.14%0.60 0.015
Cp IgG antibody titer 1.05+0.79 1.23+0.82 NS
Positive IgA to Cp, n (%) 7 (35.0) 20 (62.5) 0.049
Positive IgG to Cp, n (%) 9 (45.0) 18 (56.3) NS
ICAM-1 (ng/mL) 233.93+88.89 2974218822 0.015
VCAM-1 (ng/mL) 1,808.97£313.46 NS

Data are mean £SD.

1,773.97%315.93

CAPD, continuous ambulatory peritoneal dialysis; MAP, mean arterial pressure; HDL cholesterol, high
density lipoprotein cholesterol; LDL cholesterol, low density lipoprotein cholesterol; CRP, C-reactive pro-
tein; hsCRP, high sensitivity C-reactive protein, IL-6, interleukin-6; Cp, Chlamydia pneumoniae ICAM-1,
intercellular adhesion molecule-1; VCAM-1, vascular cell adhesion molecule-1

Table 5. Factors Associated with Progression
of Carotid Atherosclerosis

Table 6. Correlation between  Intima-media
Thickness and Various Parameters

Odds 505 1 p-value
Albumin 193 0.10-38.03 NS
Total cholesterol 099 0.95-1.04 NS
Triglyceride 099 0.98-1.01 NS
HDL cholesterol 089 0.81-0.99 0.026
hsCRP 098 0.79-1.21 NS
IL-6 099 0.87-1.12 NS
Log IL-6 477 1.29-1758 0.036
Cp IgA antibody titer 824 3.12-21721 0.018
Cp IgG antibody titer 317 0.35-350 NS
ICAM-1 1.06 098-1.12 NS
VCAM-1 1.01  0.99-1.02 NS

HDL cholesterol, high density lipoprotein choles-
terol;, hsCRP, high sensitivity C-reactive protein;
IL-6, interleukin-6, Cp, Chlamydia pneumoniae;
ICAM-1, intercellular  adhesion — molecule-1;
VCAM-1, vascular cell adhesion molecule—1

r p-value
Age 0.268 0.021
Hemoglobin 0.283 0.013
Hematocrit 0.280 0.016
LDL cholesterol 0.282 0.015
CRP 0.303 0.009
Log IL-6 0.348 0.002
Cp IgA titer 0.293 0.011
ICAM-1 0.339 0.003

LDL cholesterol, low density lipoprotein choles-
terol; CRP, C-reactive protein; IL-6, interleukin—
6, Cp, Chlamydia pneumoniae; ICAM-1, intercel-
lular adhesion molecule-1

Mg 2k Re APRA dee] TAL o
shed #8% HAR gEA dn A 5 47

ANE #FEY AEHG 5L A#EE Holn

L

0
£ o
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Table 7. Results of Multiple Regression Anal-
ysis for the Determinants of the In-
dependent Factors Affecting Carotid
Intima-media Thickness

Multiple R=0.566 B p-value
Age 0.053 0.549
LDIL. cholesterol 0.186 0.587
CRP 0.182 0.290
Log IL-6 0.160 0.047
Cp IgA titer 0.209 0.016
ICAM 0.254 0.021

LDL cholesterol, low density lipoprotein choles
terol. CRP, C-reactive protein; IL-6, interleukin-

6; Cp, Chlamydia pneumoniae;, ICAM~1, intercel-
lular adhesion molecule-1
1.1
- o
1.0 .
- -« ™
.. -
£ 091 <. " ]
g -8 L ./"/> "
E 0.81 --e - s ® -
P L .
O'7./'/ - ¥ K
fan o "
.
061 . " . r=0.348
p<0.05
0.5
-2 -1 0 1 2 3
log IL-6

Fig. 1. Correlation between log IL-6 and IMT.
IMT showed a significant positive correla
tion with serum log IL-6 level,

& 5 Qa wEdow
kil %2}01]*1 AEaA
o= yga Yo’

¥ oAdTE BURY f4ue ooz do 4%
A;

e 3 9% 2 dde dehls A
Bl BAE BRHoR 2L, AEY 289 2
2o} Wstsk olo] P& wAE AxE BN
B Aol M log IL-67} lfﬁ— AEY W
FAZL 24 AYEt felebA Sl en, 2E

€ Har, ICAM~

W gE Rt BYHel ARde B
1o] WA A wadE Wl folhA Egton
A5 W A 5YY Anye vy o
B IL-6 AAZE BHEY Bl o] FAANET
of WY dfRrh: AJXY 5 Ak Az Az
IL-67+ %47383e) wie] Fas ojgs arh:

A28 AM3E BH A8 2004 —

1.1

1.0 -
® g -
— - -oe, e
= 0.9+ . - -
£ . M. /-/
208 ey
- -
070 . vHs e
. o 3= - -
- .' -
-
0.6 - r=0.293
p<0.05
0.5
0.0 b 1.0 1.5 2.0 2.5 3.0 3.5

C.pneumoniae IgA antibody titer

Fig. 2. Correlation between C.pneumoniae IgA an-
tibody titer and IMT. IMT showed a sig-
nificant positive correlation with serum
C.pneumoniae IgA antibody titer.

1.0 -
aw =
£ 0.9 " - —
g - ns = -
S 08 . e .
. - " .
0.7 3 e
0.6 . r=0.348
p<0.05
0.5
0 100 200 300 400 500 600
ICMA-1 (ng/mL)

Fig. 3. Correlation between ICAM-1 and IMT.
IMT showed a significant positive correla-
tion with serum ICAM-1 level.

AT Azgel Hen 9o, Yudkin 2 IL-67}
WAzl 7l 9 gurldel dee wd 5 g
L RS FEAPANE 4 IL-69 Foiz
7] %—*&73@ o] otstde musgo® Hoo

s GGABeNA IL-69] 7o} dubelel 427
40 gueA A8 S8 4w 43ge 87
AT olelg ATYE AelEsicle] F4RHES
Mgk A7 71 A 4ot s%dﬂ Hh

Qovt e Tl ME A Bast Zaw og
& o= Hem %MZ% Stk @) wnE Bl
aF9F AelEAe 2 oy WA glon
o= HE moﬂ AERE el wAE F7M7
wEe) oy R UG LAL fEad FuAN
& Jhest ANE. o] YeiRA BN HER
2 A7t F7150) gl gelA a, duaA ¥
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&g Fe @xelA o 99 dEe FUPE UEl
utel gy’

Cpneumoniae®] & IgA FA7e] F7ts B4
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Infection, Inflammation, and Cell
Adhesion Molecules are Associated the
Progression of Carotid Atherosclerosis

in Continous Ambulatory Peritoneal
Dialysis Patients

Hyun Jin Kim, M.D., Dong Ki Kim, M.D.
Hoon Young Choi, M.D., Hyung Jong Kim, M.D.
Tae-Hyun Yoo, M.D., Dong Ryeol Ryu, M.D.
Beom Seok Kim, M.D., Shin-Wook Kang, M.D.
Kyun Hun Choi, M.D., Ho Yung Lee, M.D.
and Dae-Suk Han, M.D.

Department of Internal Medicine, College of
Medicine, Instiute of Kidney Disease,
Yonsei University, Seoul, Korea

Background : In ESRD patients, the annual mor-
tality rate due to cardiovascular disease (CVD) is 10
to 20 fold higher than that of the general population.
Much recent interest have been focused on the asso-
ciation between chronic inflammation and the in-
creased mortality rate due to CVD in ESRD patients.
This study was performed to investigate whether
the Cpneumoniae infection and inflammation play
important roles in the change of the carotid intima-
media thickness (IMT) in ESRD patients.

Methods : 52 patients undergoing CAPD were en-
rolled in the study. We measured IMT by using
B-mode ultrasonography. 1L-6, antibody titers to C
pneumoniae, cell-adhesion molecules were assessed
by ELISA.

Results : Significant increase in carotid IMT
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(071002 to 0.77%012 mm, p<0.05), cIM area
(19621421 to 21.82+480 mm’, p<0.05), prevalence
of plaque (36.5% to 57.7%, p<0.05) were observed in
52 patients. The patients were divided into two
groups according to the change in IMT. Progressor
for 32 patients who had more than 0.1 mm increase
in IMT and nonprogressor for 20 who had lesser
than 0.1 mm increase or no changes in IMT. Log
IL-6, IgA antibody titers to C. pneumoniae, ICAM-1
level were significantly higher in progressors com-
pared to nonprogressors (4.20%514 vs. 1441058
pg/mL, 114060 vs. 0771032, 2974218822 vs.
233.93+8889 ng/mL, p<0.05). Logistic regression
analysis showed that elevated log IL-6 and IgA an-
tibody titers to C pneumoniae were independent
factors adversely affecting change of IMT. Stepwise
multiple regression analysis showed that log IL-6,
ICAM-1, and IgA antibody titers to C pneumoniae
were independent factors affecting carotid IMT.

Conclusion : Our data suggest that inflammation
and seropositivity of IgA to C pneumoniae can be
associated with the progression of atherosclerosis in
CAPD patients. (Korean ] Nephrol 2004;23(3):466-
475)

Key

Words : Interleukin-6, Chlamydia pneumo-
niae, Cell adhesion molecules, Ca-
rotid atherosclerosis, Continuous
ambulatory peritoneal dialysis
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