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Ml e Clpala g ccalinlind) il g e laall ddlel)

Eaalgal) ) A8l dtle gl Audl (alya¥ly dslesl) Aulal) aha¥ly HDL (s daga dbloas] al¥s clliag

e Laall ddle )
dglesl) Auall (mleYls el dssaly LS £ 55 aa daga dilaa] AN llia Non-HDL L dall
O e ilyaalag elinliu) 2adtuly (e Ladl) Alegl) Ealgall 1) A8La) dsle sl Aulal) ()aYl

alf
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adl) agad ciligioaay (goadl) Jladll ouapal A8l panal) dulell) Cfaaall 8 Jgan
Chol TG LDL | HDL | Non-
HDL
Mean = | Mean* | Mean £+ | Mean Mean
SD SD SD +SD | +SD | Mean+
129.95 | 140.06 + | 80.43 + | 33.52 + | 96.36 + SD
+43.32 | 102.03 | 69.27 | 1249 | 4163 | N (%)
P. value
) 0.94 0.29 0.93 0.29 0.86 445 +
17.53
Jal) 5 0.41 0.08 0.53 0.68 0.17 | 41.29+
48.29
o) aball 0.24 0.13 0.59 0.14 0.58 | 559.71 +
816.07
[ NS 0.50 0.19 0.72 0.14 0.16 | 66.36
25.84
g )3 0.011 0.324 0.140 | 0.565 | 0.032 19
(12.4%)
SSIETY 0.001 0.558 0.001 | 0.709 | 0.006 | 9 (5.8%)
Al gl gl | 0.052 0.740 0.083 | 0.642 | 0.058 111
(73%)
s Sl 0.533 0.587 0.669 | 0.842 | 0.643 24
(15.6%)
FIRATIESIRY 0.003 0.081 0.007 | 0.004 | 0.004 24
dile o) (15.6%)
A8l aal saY
&) gali4 dite gl 0.004 0.064 0.010 | 0.029 | 0.003 27
Letaall Lile o) (17.6%)
Gl 0.003 0.907 | 0.0002 | 0.471 | 0.002 21
(13.7%)
<) sda 0.420 0.430 0.544 | 0508 | 0.557 35
(22.8%)
Uiy bl <l pals | 0.134 0.142 0.071 | 0910 | 0.141 41
(26.7%)
ﬁ)-:\ Gildadia
Gl pals + Gaudsisad¥) | 0,218 0.012 0.364 | 0.211 | 0.062 21
o g2y e (13.7%)
Ll Bt @l pwala | 0.055 0.515 0.021 | 0.494 | 0.029 |10 (6.5%)
Cpdail) 0.767 0.613 0.547 | 0.466 | 0.796 | 35(22.8%)
Jeasll 0.954 0.583 0539 | 0.051 | 0.421 | 5(3.2%)
(el il 0.93 0.16 0.50 0.79 0.83 | 138.84+

26.10
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(%895 (137) g5ul) & (5303 Jai (il ayal) alane 3 (9) Jsaall sy

ANV iy AT Ssa s 8 (gpadl) Jlatll Ly aa g AN Gl e G A3)lke gl
ElEg Banly Bya Jlad Al 35lhe £l (3 e (g9ad) Jlaill ilids (4 TG iliginne A dilian)
) 3 e

b luds E aa garnl) 8 e (ggeal) Jlail) ludag NON—HDL () dega dilian] A3 2as
g sey!

o) A (goadl) Jlatl) ciluds 2359 adll agad ligiusa (o ABMal) 9 Jgan

. Chol TG LDL HDL | Non—-HDL
gl [Jladl) cluds dae
P. value | P. value | P. value | P. value P. value
1/ w
2/ w N=35 0.88 0.02 0.84 0.61 0.71
N= 104 %3
89.5( 3/ w
%) N=11 0.051 0.01 0.62 0.87 0.01
%7

O dage Afliaa] AN Gy Cus dapdall el ae pdll st Gligius ADle (10) Jsand) s
0.02= s U< P-Value & 3 (Non—HDL 5 «<Chol ciligiag TP 2SI iyl

Non- 5 «(P=0.04) HDL 5 ((P=0.01) TG 5 «(UA) Jsil (aen (s daga duil—ma)] i8le lliag
.(0.05) HDL

(s e P=0.006 5 P=0.01) HDL 5 (LDL 5 <Ca G dage dilas] A3y
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asndl)l Cligiia g 4 pdiall Cfpitiall cpm 4BMall 10 Jg
< il Chol TG LDL HDL Non-HDL Mean = SD
P-Value
Cr 0.37 0.08 0.91 0.70 0.13 10.17 +3.74
Ur 0.63 0.09 0.84 0.11 0.44 156.69 + 70.34
TP 0.02 0.14 0.14 0.49 0.02 6.28+1.01
ALB 0.29 0.72 0.97 0.13 0.70 3.77+1.43
UA 0.27 0.01 0.08 0.04 0.05 6.88 + 2.59
CRP 0.09 0.30 0.13 0.08 0.56 7.58 £13.78
Na 0.74 0.94 0.62 0.70 0.66 136.7 + 5.64
K 0.85 0.91 0.41 0.61 0.82 5.04+£1.09
Ca 0.09 0.85 0.01 0.006 0.35 8.12+1.18
P 0.99 0.40 0.58 0.16 0.69 6.69 + 11.13
PTH 0.99 0.06 0.58 0.19 0.77 705.5 + 816.5

s WS (Pearson correlation) L)Y Jdalae sy Caar a il ) gl Aslan) AV Al 30

(11) dsaall (5t o

asadll iligivuag Lupsiial) Clptial) G BUEN) Jalaa 11 Jgoa

Chol TG LDL HDL Non-HDL
TP 0.23 —_ —_ —_ 0.24
UA —_— 0.25 — 0.22 0.21
Ca e e 0.23 0.23 S

ek 2l ASCVD cilgie canidy (i) Jlaal (o %40.67) Lianse 59 s ASCVD jeiia cand

b gy (7.5%) dmiaiell Jhlaal cilge b sl aas] ANV @i DA i) pa s g e

{(12) Jsaall b mmge s LS ASCVD J (20%) allalls (10%)
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(ASCVD) riia s al b agaitl] ciligional (61aai¥) Juladll 12 Jsea

10-year risk for CVD (ASCVD score)

gl el g
2 et <7.5% >7.5% P-value
TC (mean £ SD) 134.01 +43.14 128.18 + 38.21 0.58
TG (mean £ SD) 126.24 + 69.25 171.30 + 165.74 0.18
LDL (mean + SD) 106.81 + 136.43 70.27 + 32.49 0.18
HDL (mean * SD) 32.44 +11.08 31.49 + 14.87 0.78
Non-HDL (mean £ SD) 101.65 + 38.97 96.53 + 37.69 0.61

10-year risk for CVD (ASCVD score)
<10% >10% | P-value
TC (mean = SD) 130.5+43.1 131.4+£37.6 0.94
TG (mean £ SD) 153.7 £ 160.5 143.7 £59.1 0.78
LDL (mean £ SD) 95.8 +121.6 74.6 + 35.02 0.42
HDL (mean £ SD) 33.04+£12.8 30.7 £13.9 0.53
Non-HDL (mean £ SD) 97.5+40.8 100.3 £ 35.1 0.78

10-year risk for CVD (ASCVD score)

<20% >20% | P-value

TC (mean = SD) 132.77 +41.84 124.05 + 34.87 0.45

TG (mean = SD) 156.91 + 143.87 123.89 + 51.46 0.21

LDL (mean * SD) 92.82 + 107.44 60.82727 + 22.49 0.06
HDL (mean £ SD) 31.03+12.14 35.1+16.48 0.41
Non-HDL (mean + SD) 101.79 + 39.46 88.56 + 31.73 0.22

oy 3 Non—HDL 5 LDL 5 TG 5 Chol ¢y Aage Atlan) AVs cllin (5 oy colgiialp e

i =il Byghall dge & HDL J 8 clddia) coud oS8 5 ((20% <10% 7.5%) FRS
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(13)dsasl. (P = 0.68) dlall 5,504

Framingham Risk Score (FRS)

PYEA
<7.5% >7.5% P. value
TC (mean = SD) 149.78 + 64.25 129.98 + 40.61 0.24
TG (mean £ SD) 141.61+ 117.31 147.89 + 130.39 0.84
LDL (mean £ SD) 87.33+45.11 76.66 + 37.88 0.37
HDL (mean £ SD) 39.59+12.01 31.12 £ 12.24 0.01
Non-HDL (mean + SD) 111.86 £ 63.13 98.4 + 38.52 0.40

Framingham Risk Score (FRS)

<10% >10% P. value
TC (mean = SD) 144.37 + 55.16 130.12 £ 42.75 0.25
TG (mean £ SD) 136.12 + 101.99 153.61 + 140.69 0.542
LDL(mean £ SD) 85.68 + 44.41 75.80 + 36.95 0.337
HDL (mean * SD) 37.43+ 11.49 30.89 +12.75 0.028
Non-HDL (mean £ SD) 106.26 + 54.70 99.17 + 40.22 0.563

Framingham Risk Score (FRS)

< 20% > 20% P. value
TC (mean + SD) 138.63 + 51.01 131.65 + 38.15 0.51
TG (mean £ SD) 156.17 + 150.42 125.66 + 54.11 0.21
LDL (mean £ SD) 82.47 +42.91 73.11 £ 32.66 0.29
HDL (mean £ SD) 33.63+11.64 32.27 £ 14.55 0.68
Non-HDL (mean £ SD) 104.75 + 49.50 95.75 + 37.05 0.37

TG L 4l ((72.50%) HDL (i sa (speall Jlaill o iimye (ol Bl €Y1 aga 80 alpda o)

(8) < s(14) Joaa .dage Ailas) Ao QQT Jall saa o dunll Byshadl) el ?j LS ‘(3730%)
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Ssadll Jadl) aye gl agadd) Qhaal jLAS s 14 Jses
RPN T N Y T Jail) 3ae
HR
P.value
gWiIChol_ >200 10 6.70% 149 0.18
gWLITG >150 56 37.30% 150 0.13
gWiILDL >100 28 20.40% 137 0.62
_ualsiiHDL <40 103 72.50% 142 0.71
gWi)/Non-HDL >130 23 16.50% 139 0.12
ASCVD score >10 24 40.67% 59
160

140
I I |

gsatll Jladll e (53 pgaddl sl gy (il IS (8 ) oy JSa
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dsdlial) 3.3
9 Jadll e gl dAaadle Y1 bWy caild Jlaill iage 5ol agadll (MW il

FBOTHDL aliaily daiipe TG ligivue agadl gsedll Jaill age (0 %40-20 (o iy Lo G b
Oe pondl) Ghlacal Ll 5aby LyeS 8 22017 (12002 dw <y 35S dudys Cijelal (AT &als (e
adll agads ClyacaY saaall KDIGO cilaliy) A (e 55l 503l o0 cinydis %86.7 ) %18.9
IS (LigllolS & (gpadll Jlatll BSHe25  5Shall aaaia Ay s 5 2013 sle b e il
DS e i) Luhall o3a iy LS (TG 50L) & (e g (HDL ciligine (aledil sa gus SSY) fplaial)

7 pindl o TG ity aly ¢ oS 43lke SLY) gl HDL 5 Chol 5 LDL

s (spel Jlaill azape (5 psall hlaa) L) Jane gLyl & Abadl Ll e Ll (3050
cOmainll O psacdl) Gl b D) Jangl LS ¢ %37.30 dey TG 5 «%72.50 Ay HDL 548
aes Cpell LS &by sl el Chol 5 LDL g (HDL 5 <Non-HDL asa il cubisi e cilS 3

(7) Js2> TG lae —puinl) aa daga diilan] AV ool Ciligine
i midie Al G Gt Aflesl) Aulal) Y] e %80 e ST O ) duallall Gl
e ddlle A el (gpeall Jatl (e ekt T e p i) B clly Lag cJ3al) Aausiag
T2 el Gyl iy agantll Gl (s dugill A8kally ctle gl Al iV Blay) i)
gyl LS T2 HDL ciligianay ¢ ol TG ageal ulil) dug il (i Glgas gon (mpall 0 0ty
5 LDL (e daitiyall ciligiwsall cidagiy) SIS 5 67772773 Zle gl Llall (YL Wil Chol bt e

ST gllg Al gl Aulal) (=YL lay) i 53l Non-HDL
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(%15.6) Liasye 24 sa5 ddles 4l (mle duiiare Gy go Jladll (imje 230 i cupglid
el Glgad) O LS (%17.6) Liaye 27 Lelas duiley Sudlsn e A duile gl Aulal) ialaY )y
P< ¢Non-HDL (HDL (LDL «Chol) asaall clisi wee pe &5l an) AN Ll dsile s 4uls ol
O LSy e laall dglegll Galsall of Lile gl Alall Clsall ae cllalis) TG ekl ol Gl ang ¢(0.05

TG e &le 2253 Y ¢lld aag (NON-HDL 5 (LDL 5 «Chol _leju€ b Ll asaiil) culiadla alasid

.(8) d}hHDLJ

pie (e at)ll e ggadll Jadll impe o asadll cilimdla Hib e Al dalall ol jall Al e
Chol cligi e (ais e il bl Wl (IS 7797 Lo gl i) (mlya) e aall L 28 25mg

6775 TG 3 HDL e Ll ¢S15 Non—HDL 5 LDL ,

Slsiwe o gl (piliald) sy liulbaras dadiul of caadl aly T aliulisag ) dlaanul

76 Non-HDL

cdgle gl Aalal) Gialya¥) (he Al (A Laga Dal duilesl) il (el syl sully 5)5hadlln o 2ay
Glahall e waell cell 5 7T ASCVD 5 FRS :die ol asae (b audy Gl e aadh g
AV LLaY) aliash ey il #Olal) e LDL ciligie (aid of ASCVD aiia e
o 2l goaall Jall mge 55 g culS il oda of (g aisl) e 7 dpalilly dsle gl Al
o s 7.4 aay il s o LS 7T (RCTs) ol dauly aalss <3 slias (ojlad &
Dl gl Etall ek Al o atsll elsall il i wldygil) led) el Auhall s fial) il 578

S0agle g aplall (YL ALY
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#2018 4. American College of Cardiology (ACC) Zulall (ualydl A5 daslal) <y i
American Heart Association 4l 4. yeY! daalal) ddalys casaill ¢ 1)) 2 el dagansill (52l
4. European Society of Cardiology (ESC) Zulall _malyedl dus)s¥) daslall 5 ((AHA)
Als <European Atherosclerosis Society (EAS) )il (il il Lg)ysY) Lnaally »2019
The global nonprofit organization developing and implementing (KDIGO) clal )
—ax S (22013) evidence—based clinical practice guidelines in kidney disease
Alall (el LD 4-5 dlasall 6 13s ddle 53 dlayall 8 Al §yehad (53 (ol 5 adl)
Cilpags S b e 5l ¢ oamall Vs (520 5yshall ndil et iz dals dllis Guly cgles)
alg ¢ o) ool SlgaV) Gadall (golSl) il il ESC [ EAS 5 ACC [ AHA 5 KDIGO
o dalle Cligias Olal gy el S 1Y) asadll Cilmila b han) gy ¢ QL) cay gag

.5—81—82 LDL

LYl gl Ghaan il SSY) j2 dall 58 5 FIBVHDL 5« LDL 4 Chol : algaial ja e (paaly
e of @laball e aaall 8 daagd 5 B ) asae 8 @i 10 sadd Aglesl) Al (alpYl
B aey a5 gl Jlatll (o mpe (sl Autle gl Audal) Yl ALYl gl IS e FRS
O WS¢ B dang ) Allly cdDELY) LoDl tJie gsedl) Jaill iage (g3l aldl) 8y5ladll Jalse
g lsy) :Me e ggadll Jlail imyal B9l Jalse 85 pualls ol FRS & dajaall jladll alse (e el
Ul (a0 asee (sal duilesl) Al il ye YL Al Bsha Jalse LDL 5 Chol cibisia

873 il mye s dsile gl Ll (il yeY L Abad 8y5ha Jalge LDL 5 ¢« Chol clbigivue
Lyl 5 Jaill e e jloa il I HDL (e Lladl cibgivdl o ) Longial) daslyall ol
cggar]) Jaill o aje (ool Baraa Byghd Jalse awan Y FRS o WS cdile gl il GalyaY L

Boha Jalse Lot lgmen e g ¢ 21 daal) g5ns 0 ol ang B el OB el e
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el Jaill imyag (Sl dale G DAY o3 Caniiagl B ey cdile sl Aulal) (YL Al

% sl Jadll mpe (53 aladid uulic e FRS e o

mitiall yshadll dfic aum aleiiald sada 3 HDL ciligiwe b cidl dllia of Ll 3 i
daa puiil Ll e ashall ela) il sda ki @lld (FRS ciliie paes 8 BIas) Chol ek

cgsedl) Jlail) mye (ool dile gl Aulall (alyeY) pe 4l 3 HDL clbigivee iy FRS 5um

Dl Tgallay ) () sl (g0 Lyl (e (530 Aile sl Al ALYl gl Lgalastl oS

.74—93 J’-’Lﬁ}*‘ﬂ\

ASCVD (pyeiaall S o Lasg cliliaye (s ASCVD jriie ciliic s cagaidll Ciligise G ADle 2ai ol
I FRS i g Caeall Lol gadss (S (HDL 5 «Chol) Lo cilasledl) 3 o\S5n 5 FRS
@A ASCVD sy apill Gyl (e 23all ) dals dllia Gl cASCVD e ssell Jlaill iy
cgsadl) Jaill oaye

@AY 8yshaall Lalse Ayl et aly cAaid) Ak 2aa3 adaias ol Ay dianje dundibe 4yl
& Aa vl Glagleall Gaii (Chol iligi wse o Jiay (53 22l g 2ie dile gl Aulall () yedl]
Al eha) dosraay ccid)Y)

.Bae Gligiua (jania FRS 3 ASCVD 3yghadll cipaiia pa pgalll ciliginse 43)lie cuja
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Slginaye $AY) 8yshaall dalse 3 laill Lbiiall cluyall saaal) IS8V ey dulall oda Cradd g

G9edll Jladll cage ol cbpriiall oda (gulal die o galll

Agallal) iyl ae A3t 4.3
late SN (bl Ciide b Jadl paipe (53 asadll Gl b a3 bl e sisel) ey
( Q-Cohort)a),all ¢ «4dleys Toshiaki Nakano Js g 22019 b <y 06 dalily uls o
e Cmg -12007-2019 e (scimpal) dasie i cdies 18< panll A5l (0 Limiye 3517 et
Slelully Jlatl 530 5 gindl Jlat 530 5 Guind) 5 yanl) dalsall 3350 it pe S g fund SI
5 hla¥) Tzl 5 ~alal) il 5 Glall Ohsl) 5 ddle s Al Gl dRlu Ll 5 (o<l
(—n) &S ja2ia 5 CRP 5 ol il S ol el 5 gl gasgll 5 pall jsi s 5 pall (S
Ql < 131, Q2 131-152, Q3 153-) <l 4 L <0 Js 50 cilisan caa b (15)Js0s

(177, Q4 > 178

Abl) Al pa Ailia 15 o

Wil 2 | Al 2l
el

P-value
0.94 0.19 aall
0.41 0.01> Jall 3aa
0.50 0.01> aladl o))
0.533 0.06 s Sl ela
0.09 0.01> adll ulS
0.99 0.02 adll ) shus 8
0.29 0.01> adll (e salf
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0.37 0.01> adll sy S

0.09 0.07 CRP
0.003 0.01>| (&l dliac eliialfAdal) 4y 5l i) ddile 5l Aplall Gl sall
0.004, 0.95/0.78 G Hifelital e laall dile gl Eual sall

0.93 0.06 =Ly Laaal

ehsl Gy (12.8%) axtl Gl ((%17.7) ddles 3l QL AnLl) duhall b bl s -

(6-7%) Ziwa

S| 0K iyl LY s At (Dl 79) I g and I (0 Lmitial) ligiosdl -

Ly 1824 caaia ¢(gpadl Jlaill iS50 25 il (22005 ole 2 () Liglis A A o

ANOVA ; cchi-square ,laal lgd aasdn)

P-value dafy S 5 funlsSU Lcailly cpiiall 16 J s

L) a Z\,,\Sjuﬁ\ Z\ub.ﬁ‘
p-value Chol duwdilly yial)

0.001 >0.001 osial)
0.533 0.05< Sl
0.41> 0.001> Jaill saa
0.05< 0.05< g sl Jaill & e ae
0.003 0.05< Lile gl Aal) sl sal)

0.93 0.05< Sl sl g s |
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A0 IS Aupal) 2 Ajlaalls TG Al cpiiall prdagy 17 Jgoa
L) o 4 glast) A )
p-value TG Apudlly &l jiial)
0.665 0.05< o)
0.587 0.0001> g S
0.08 0.0001> Jaill 32
0.05> 0.0001> g s Jaill &l e e
0.081 0.01> Lile ol Al sal
0.74 <0.05 Sl gl el
A0 g0s) Ayal) aa A3jlie LDL  dpciilly ciysiiial) rags 18 Jgaa
bl o PR
p-value LDL Aswsilly puiiial)
0.015 0.001> il
0.669 0.05< S
0.53 0.001> Jall sae
0.05< 0.05< & s/ Jail) il ye dae
0.007 0.05< Aile gl Alall sl 5al)
0.083 0.05< Sl il gl
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45Ut Ayl ae HDL (Al cifpiial) 45 )\aa 19 Jgan

Ll 5 PRSP
p-value HDL dpuilly paidl)
0.024 0.001> ssial)
0.842 0.001> Sl
0.68 0.05< Jaill 3
0.05< 0.05> & s/ Jaill &l ye 220
0.004 0.05> Adle Sl dglal) ¢l sal
0.642 <0.05 Shoall il el )




il
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Y ES(Y |

(Al 1.4

Ay HDL ciligine gaii 8 (ggadll Jaill ounge (6] psnitl) bl i leg0d oY) 31 )
algaielp yadia b HDL clisise & cdaal dling «%37.30 dwsy TG clbisiva ¢l <% 72.50
dfe b Afloan] AN HDL Ll ols ¢ (%10) daussially (%7.5) doatiiall 55hall die o
Ll a2 allaw Gllal L FRS cilie awea & sl Chol el al GlIaS 5(%20) dullall 5)5hal
Al (ayeY) (ge gl & HDL cbigiwae il FRS 5 daa sl byl e il eia)

cssedl Jlal sy sl slell

FRS b lgusis Ciriall Ll 3l (Say (HDL 5 «Chol) Ly Silaghadll 3 (S8 FRS 5 ASCVD
ASCVD s awiil cildyall e assal) ) dals @llia @lldl ASCVD e (sseal) Jlaill —mya (52

cgsadl) Jaill oaye (s
e yiially cluagili2. 4

L5l Jlaill aye (53l ASCVD da o sl coluhall (ge ajall L) dals cllia @

Al (alyeY) (ge Ll & HDL cbigive ciyiliy FRS 50t daa auiil ciluhall e ashall ola) @
L3l Jaill mye (g2l Asilesl)

Sibatall 3a 3ulsi v agn &l Ciligiane e GAY) Bshall dalse & laill Buas Gl eha) e

«gsadll Jatll e (s3] (FRS 5 ASCVD)
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Abstract

Background:

Chronic kidney disease (CKD) is associated with high risk for cardiovascular disease
(CVD). This association is multifactorial, but CKD is often associated with
dyslipidemia, which likely contributes. Patients with CKD have dyslipidemia even at
early stages of renal dysfunction and dyslipidemia tends to progress with deterioration
of kidney function. The dyslipidemia in CKD is largely due to increased triglyceride
levels, decreased HDL-C and varying levels of LDL-C.

Purpose:
Determination of prevalence of dyslipidemia in patients on hemodialysis.
Material and methods:

A retrospective cross-sectional study was conducted among HD patients from two HD
centers, Al Assad and Al Mowasat University Hospitals; from Syria, between March/
2021 and March/ 2022. Thestudy protocol was approved by the Research Ethics

Committee of Damascus University and in accordance with the Declaration of Helsinki.

All patients on maintenance HD were enrolled. Exclusion criteria were preexisting
hepatitis infections and patients with extensive missing data. All data, which included

clinical and laboratory information,

were collected by the same nephrology resident. Of a total of 209 patients, 56 patients
were excluded, 24 patients had hepatitis B or C infection and 32 patients due to missing

data.

Data from participants included the following: age, gender, time on HD (months), HD
sessions per week, residual urinary output (UO), dry weight, systolic blood pressure

(SBP), and history of smoke or

alcohol consumption. Medical history included history of DM, HTN, CVD, kidney

transplantation(KT), and cerebrovascular accident (CVA). Additionally, current drugs
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were inserted as angiotensin-converting enzyme inhibitors and angiotensin-receptor
blockers (ACEIs/ ARBs), diuretics, alpha-blockers, beta blockers (BB), statins, and
phosphorus binders (sevelamer). Laboratory tests were comprised of urea (Ur),
creatinine (Cr), calcium (Ca), albumin (ALB), total protein (TP), sodium (Na),
potassium (K), phosphorus (P), uric acid (UA), C-reactive protein (CRP), and PTH.
Causes of CKD were inserted as follow: Idiopathic, HTN, DM, glomerulonephritis
(GN), polycystic kidney disease (PKD),

urolithiasis, urinary tract abnormalities, and other causes. Lipids profile comprised of
total cholesterol (TC), triglycerides (TG), low-density lipoprotein (LDL),high-density
lipoprotein (HDL), and non-high-density lipoprotein (Non- HDL).

Blood samples were drawn in the morning between 8-10 a.m after overnight fasting (at
least > 12 h). Lipid parameters were measured using an enzymatic colorimetric assay
(Hitachi 912 device).

Also, 10-year risk for CVD or as known ASCVD and FRS scores were calculated for
appropriate participants. Dyslipidemia of each lipids component considered as follows;
Hyper- TC (>200), Hyper- TG (>150), Hyper- LDL (>100), Hypo- HDL (<40), Hyper-
Non-HDL (>130).

Conclusion:

The prevalence of dyslipidemia was high in HD patients in Syria. All lipid parameters
except TG showed differences between males and females. Lipids profile did not show
significant differences in all risk scores of ASCVD. Only HDL showed differences in
low (7.5%) and medium (10%) FRS scores. These comparisons of lipid parameters with
CVD risk stratifications support the need for further studies to prove the validity of

these scores in CVVD prediction among dialysis population.
Key words:

Chronic kidney disease, Hemodialysis, Dyslipidemia.
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