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## 5274828130 : MAJOR MEDICINE

KEYWORDS : Apolipoprotein A5 / SEVERE HYPERTRIGLYCERIDEMIA
SUPANNIKA CHAROEN : ANALYSIS OF APOAS IN THAI PATIENTS WITH MARKED
HYPERTRIGLYCERIDEMIA. ADVISOR :ASSOC. PROF. DR. WEERAPAN KHOVIDHUNKIT,
M.D, 59 pp.

Background : Severe hypertriglyceridemia ‘with an increase risk for acute pancreatitis.
C2 are the well known genetic causes of
severe hypertriglyceridemia. APOAS, # apo A-5, is a newly discovered gene implicated in triglyceride

metabolism. Recently, apolipoproieif as'identified as a gen cti cause of severe hypertriglyceridemia in

several families. However, geneli¢' variations 045 and its. ion with triglyceride level in Thai
patients are unknown.

Objective : To determige variation of the APOAS gene in Thai patients with very high
levels of triglyceride ; \
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Methods : The coding reglon J;’

- . . - . - E

sequencing in 50 Thai subjects with.severe iy pestriglycerider

ions of the APOAS5 gene were examined by
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POAS gcne.Bo variants, ¢.-3A>G and ¢.553G>T

mg/dl] on > 2 occasions) and 59 controls
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1.5 NIBUUHIANNAAIUMTIVE (Conceptual Framework)
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® Steroid
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Usziamsangsn 6434 4 (29%) 0.69
sgia lsauimanu 6 (43%) 1 (7%) 0.08
sz 3aTsnAaeiny e’ 1 %) 0 >0.99
mﬂ%’mmju protease inhibitof : 0 0
szavlvailaen (un./aay) :
ADIANIANDIDD "-L375'*_£'.209 187 =43 0.001
lasndelsa 1463" 102 <0.001
(1153:2862) (85-117)
lpYALDA Rerer: ' N 46 £ 16 0.08

"
5 4

Yoyanetuszduvesezlifialilsfume i Tsdu wuhngulsznnsitiszaulag

ndte l5finnn M3 ol im-886-Kn-aa-Hasaivodos it iaue 1§ 1Usaumae 89

v A e @ VoA @ = <Y Al = )
UN./ua. ’(,:’f\‘lﬂ'g'llu’f]lﬂiﬂﬂnﬂEchlﬂUﬂqNﬂigﬂﬂulﬁjﬂﬂlcﬁﬂ"ljﬂu@ﬂﬂ’J'I 150 UN./AR.UTEAVUDIDY

A o [

T11a T Ts58we W Tdsawmas 53 un./ua. wuhianuuanavesettedauneaan

15

(p-value <0.001) Adla@ 1 WnasTINGg



M9 7 YeyarnenfuszauvesezlillalilsAwe W NusAulasuanguaaszaluiiu
lasndiae’lsa

szalvalu szavvesezlifla MNBFIY p-value
Jasnaelsa Wsawels | @idaszniemedIndd 25
TilsAnds fidaszinametingti 75)
(MN./32.) (un./40.)
szaulnsnaelsa
> 886 un./Aq. 66,5142 89.(55-288)
(A1HIN 14 AY) <0.001
szalnsnawelsa
< 150 1n./A0. §7 £ 53 (38-76)
(UIU 14 AN)

Yoyaneafuanufinlafwiuiugns suaesdy 42045

{ [ 4 v ’ —,Jn" Y 1 a a
UszmnnsifiszaulasntwelsaninauseI iy 886 un./aa. nuNTANUHANANS

Y] = I~ . o 1 [ [ [l @ o W
WUFNTINVOIOU APOAS c.-3A>G T3 AUARILY 93 % WANNUANAINTZHINNGURINNTBd ATy
NNADA (p value 0.001) PLIkEreFbeT I8

M13197 8 Yoy IAUANNAAUNAMINHENTINVRIEY 4POAS TaBNUINgNMINIZA
Tviilasnawelia

sagihsesnstdanguirsseutasniselsd
I AI = 886 3n./A0. < 886 un./Aa. p-value
(frv2u 14 An) (frv2u 14 An)

c.-3A>G 13 (93%) 3(21%) 0.001

c.56C>G - - -
c.132C>A - - -
c.457G>A 4(29%) 4(29%) >0.99
¢.553G>T 4 (29%) 0 0.11

IVS2-7T>C 1 (7%) 0 >0.99

34



35

M9 9 YeyarnenfuszavvesezlillalilsAwe lvldlisAuaamisngumunnuialni

MINUENITNVRIEY APOAS

Auniig anuAadnAme | szdvveserllalilys@ue vilshiy | p-value
Tugnssuvestiv (un./ua.)
APOAS e MABEFIU
@dga - Mgaga)
¢-3A>G 1 (16 A1) 1432140 64 (31.5-422.9) 0.33
il gy 63 21 58.6 (37.5-114)
¢.56C>G id] @8 ) % : .
c.132C>A Taidi (28 aul) ‘_"' : - -
cA5TG>A 1 (3 A1) | L 160% 130 50.5 (34-416) 0.15
T oM - 116511 65.4 (32-422.9)
¢.553G>T il (@) 2094125 208 (67.8-350.4) 0.03
T2l 24 ) S 6107 54.8 (31.5-422.9)

-

AN FUNUE I NI En Hes0s i e ki banie i UTau iU e lvitu lwden

wunszavvetes 1 la Ty TusAue Wi Tdsauiina 1 Tumaderduiusedu
lasnaie 136 uutl mGdératelcortelation (<0625 p-dludx0.001) Tngdh sz Hueaa U LAY
anuguuseves luiu lasnawe lsanuitlunguiszaulasnaise lsaunndmsenitu 886
un/aa. nudszsuveses 1 laludalshve ldlals auding lllumadenudussaulasnawre
5@ moderate corrlation RSN (r = 0.45, p-valle <0.11y Tuvneiisedn lasndie'lsa
ffosn1 150 un/ma.Sanuduiug T lumansafudm = -0.05, pvalue 0.87) Sagit 11-13
wenmniiganyhszduuens Tulla T Tolsdue TS Tdsaufina  lumadoafudusedu luiu
ABDLAAINDIDALUY moderate correlation (r = 0.54, p-value 0.003) uazﬁmmﬁuﬁuﬂﬂuﬁﬁmﬁ

asenudunuszan Tuiiuesduea (r=-0.35, p-value 0.67) Awudalugili 14 uaz 15 mwdauy



51 11 saasanudiussynneszavvesezllalililsiue W usd unuszau iy

asnaalsanaviue

500.00=

400.00-

200.00=

APOAS ELISA

100.00-

r=0.62

p-value <0.001

0.00—

eria

® - 1 I
~ 300 4000 S000 5000
ﬁ e

1 12 vansanudTus sz 9sEaY Ao vl TlsAunuseau v

X

lasndiwelsalunguii

ﬂUH?ﬂﬂﬂ§W8Wﬂi

500.00

400.007

QW’]ﬂﬁﬂ‘imiJW]’JﬂEl’]ﬂEJ

w 800.00
0
w
o)
% 200.00
[
100.00-]
r=0.45
) ~. o Y
p-value =0.11
0.00-]
T T T T T T
1000 2000 3000 4000 5000 6000

Triglyceride



51 13 saasanudiussynnssyavvesezliflalilistve Il s Auiuszau iy

R \

lasnaalsanimiioandi 150 un./aa.

Status: TG <150 mg/dl

120.00
o
100.00— ’,
Z 80.00] #/5 P
-
m 3
e
@]
% 60.00
[ ]
40001 @ o
=-0.05
~ p-value = 0.87
20.00
80 14I10
a v v d U .-, _ A ~ = a o - L]
3 14 HarANA NN I3 HI D, AE _ mu;a"lwﬂmunmuﬂu"lwu
notaaInB30A S I— V¥
500.00-] _
‘a v
’ 119
AUYINENINE .
s00004 L
| ¢ o v
AWIANNPEUNNRIIVIE
X 3dd.00]
—
w
2
o
% 200,001
100.00
® -0544
0.00- p-value = 0.003

T T T T T
0 200 400 600 800 1000
Cholesterol



38

519 15 waasanuduus sz nsszavvesezliflalilistue InNdsausvszauluiu

Y

=
oyaLa
500.00
® °
400.00
o

g 300.00
i e 2
:
g o

200.00—\

\
. I |
L : 035
P i r=-0.
100.00] K =
p-value = 0.67
oo N
¢
0.00-
T T T T T T T
0.0 20.0 00w s 600 80.0 100.0

v L~ =2 Y v = a a Y | £ a
@manymzmmﬂiz‘mnsﬁnm ‘i]ﬂﬂi!?»lﬂ]&lﬂ’nuﬂﬂﬂﬂﬂﬂﬁﬂuﬁﬂiiu“ﬂuﬂ c¢.-3A>G

d‘ =) = 1 d‘d a a a - a
f13N 10 L‘]JilelWIEJ‘Uimfi’JNﬂL!VIlJLLEIZIhJNﬂ’ﬂNWﬂﬂﬂﬁﬂNWH‘lj‘ﬂiﬁﬂﬂ)’u{ﬂ c.-3A>G

Tunguilszrnsiiizanlasndise 156 = 886 unyaa.

9 dy =< ' A 1 aA @ = J '
ﬂJ@HﬁWHiTum@ﬁﬂi&’%”lﬂiﬁﬂHT WUN ﬂ?@tﬂﬁﬂiﬂﬂqwﬂlﬁzﬂﬂll@]ﬁﬂﬁl“]fﬂﬂﬁﬂﬂ?ﬂﬂ’ﬂ

A "o ~ 1 1 a ~f =\ wad‘ a
NIoIMNII886 UN./Aa. 489 a1 lsialiliweine 28 Au Aadly 68/% Nil3g A1 18 AuAA

I = A o 1 o Aa A o VoA o = I A
it 44 % hlsziddusoudniduatia@eunaummnzngunlszau lasndwe lsa lwdeags 7
a I =\ a I A a dy = a I

au Aty 17 % JTsawmau 17 au aadlu 42% taziiTsadaseesled 8 au aadu 20 %
[ 1 a3

Taenuiin13 1961nqu protease inhibitor 2 AL ARTIU 5 %
= d' 1 d‘ [ = 4 1 A T oW
avtiyranmemasuenguinsza lasndiwe lsaunnimTemny 886 un./aa. 26 + 4

Alansuiuas’ auaulana systolic blood pressure 132 # 28 un.Usen luuana1906193

vedfyn1eada anuauTaia diastolic blood pressure 81 * 14 ui.1/5oM gandngui Tl

ANUAAYNANATUENISURI1TIdAYNI9ADA (p-value 0.03)



39

]
=S a wvAa J U

9y 1Y 9 ' A~ = J
GIJ@Z:IJaLﬂEJ’JmJNaﬁi’ﬁmﬁﬂ’i)ﬂﬂ{]ﬂ@]ﬂﬁ ‘W‘]J’ﬂﬂfc]‘llﬂi$"]ﬂﬂ§‘1/l3Ji$ﬂ‘1J]lG]iﬂmclf’E]lliﬂ

A o = o o o a 7 A =
UINNAIHIBLNINDL 886 llﬂ./ﬂa.Nigﬂlﬁgﬂullsllllullﬂjﬂalcﬁ@]liﬂclula@ﬂlﬂaﬂ 1457 UN./AQ. LLag

L = = = [ £ = = P~
lleuuuﬂmaammaa‘lumaﬂmaﬂ 267 un./aa. uazmzﬂullmuum%mmaimaaﬂmafJ 28 un./aa.

A o v

Tinunianuuananedniiisdagnuananungui lilianudadnaneaiugnssy

a9

M3 19EAINMANHAZYBIUITHINIANYI JanaNMNANNAAUNANITUENI SNV EY APOAS

Y (v X | (] d (Y]
M31971 10 naasdnpazdoyaniugivve sz nsnizainsndirelsa 2 886 un./aa.dangu

mMuANNEAUNAMITUENITINFTA .3A>G

A NNEAUNAMINUENTINYIA c.-3A>G
Foyaitugn A T p-value
(511431:!?41- aY) (@UIU 9 AY)

919 (1)) 484410 49+ 11 0.8
IR 28 (68%) 4 (44%) 0.25
Mariiulanme (NTansuauag’) 26 ;4-1? 7, 24 +4 0.3
UszSamslenan ludu -

liiine 1HQ7%) 0 0.04

Statin 1 (2%) 2 (22%) 0.08
Fibrate 18 (44%) 4 (44%) >0.99
Combine statin ilag fibrate 11 27%) 3(33%) 0.7
anuaulatia (@.dson)

SBP 132 + 28 117+ 12 0.13
DBP JEq 707 0.03
sziaauooudniall 7(17%) 1 (11%) >0.99
Usziamsangsn 18 (44%) 3 (33%) 0.7
Uszialsammanu 17 (42%) 2 (22%) 0.45
sz 3aTsnAaidonlo? 8 (20%) 3 (33%) 0.39
ms“l%’enﬂa;u protease inhibitor 2 (5%) 2 (22%) 0.14
AoLOAIADIDA (WN./AB.) 267 + 149 242 + 83 0.64
lasndel5a (un./aa.) 1457 (1144-2462) | 1185 (1041-1455) 0.7
YALDA (UN./A79.) 28 +38 29 (11.5) 0.11




40

AuADHAE Y95z NIANE danguMNANNAALNAMINUENIINT A ¢.553G>T

v
= [

= U = J J A ' v o
mwumwwﬁluﬂizmﬂﬂuﬂqw $ﬂﬂulﬁiﬂalﬁli®ul,iﬂclUNWﬂﬂ’N‘Vii@mWﬂ‘U 886 UN./A0. NUIU

15 AU aauaadluas1en 11

Y

P A = a o ' A
ﬂl@yjaWHj}’]uﬂl@ﬂﬂﬁWBWﬂiﬁﬂHW Nﬂﬁgslﬂﬂi“l/l\‘]ﬁllﬂ 15 AU WU?W@WQLﬂﬁﬂﬂl@\iﬂigﬂﬂﬂﬁ

50 3 dulnajidlumee 10 au Aadli 68 % wuthidwIvaililse iaaugs 8 auaaiiu 53 %

4 % a IS)

= A J 2 @ a g = a g
N5z innuooUINITUTHANIUNAY 2 AL ARDW 13 % ilIiﬂL‘UTH’JTLl 7 AU Aalu 48 % Hazy
9

a a  d Y 1 . . a & Y
Tsnaaioroy 107 2 Au AmTu13 9% 1azin s 14011 protease inhibitor 1 AL AMTIY 7 % Al
WIAMBIMAY 25 + 4 N lansuauas flarlaulaiia sysolic az diastolic blood pressure

125/80 uu.1l50N \

a3 |

9 A Y 9, A Ja - 1A ) ) @ ~ L A
JoyanerfunansI9nawio wgiams wuaisanscau lviulasndwe lsa Tuden
Ad' % 2~ Jd’ [ £Y = =
mae 1812 un./aa. lviiunamadoiea lumeamas 233 un/aa. seav lvduesauealuben
Ay 26 un./aa. uazszauvesey 1 la Tl saua 13 Tals@u 200 un./va.
il X vl

-a2 dd

k4

A a P VoY Ad'dﬂ- = —a @ =
LiJ’E]’JLﬂi1$Wizﬁ’JNEjﬂ’JEJ‘V]}!ﬂ_’N{l!Nﬂﬂﬂﬂﬂ]gjﬁlyﬁﬂiiu ¢.553G>T MInuA 153519 U

Ao 185 vaaluiiu fibrte 6 510 nuszay luiulasname lstmaonousnu 2537 + 1724

@ o y J { v o | J '

wn/aa. wazszan Tuiuldsname lsamaenasing 880 £ 1562 w./ma. WU1aAad 76 % 0619
A o o an % L:I A‘ = % U d' 1 a a 7
Tied 1Ay n1eada (p-value0.005) Aag1ln 16 WormsununguitlinuaNuAalnaMaRugnI U

09/1 U { o o ' o % J
¢.553G>Tnanun 35510 Tihdldsvanlain fibfate 16 510 wudszav lviulasndme lsq

{ v [ o o o { v
maeneusny1 1638 638 Wn./ad. tazszauluialasndlae lsainfolassny 570 + 754 wn./
1 1 A v o w an Y d' 9 d' %
AR, WUIAAAT 66 % B8 NTTBTAYNNADA (p-value <0:001) A9317 17 @z Aihen lasuns
@ o T ] o 4 a 4 ' { o
Snudethna [Nl Fibrdte 15l dennunaziioinsas ikaminogilodimmizngui 185
Y [

o1 il fibrate 5213 NNITOINGUAN VAL IWUANUAAUNANNNUENTTY ¢.553G>T WU

o w

9
% % 4 % J ] 1 1 o an
SZQ‘UUl‘lJiJuulﬂiﬂaL“Iff’)lliﬂGU’EN‘I/NET@Qﬂquaﬂﬁﬂ]lllﬁﬂ’NiJLMﬂﬁN’ﬂfJNﬁuﬂﬁ'”lﬂﬂ]“l/l”lx‘lﬁﬂ@lsllﬂﬂ

g

(p-value 0.15)



Y

41

M3197i 11 naasdnvasdeyanuguveslserinsdangumuanuialndmaiugnssuviia

UV

U

¢.553G>T luilszansnilszaulasname lsaliuaon > 886 un./aa.

ANNHAUNAMINUENIIN ¢.553G>T
Fouaitugiu i Taii p-value
@MU 15 AY) (@MU 35 AY)
91y (1)) 5012410 48 + 10 0.06
INAYIY 10 (67%) 22 (63%) >0.99
AMAsiLIane (N lansu/iuas ) 95 + 4 2645 0.28
UszSamslenan ludu
lne 5(33%) 6 (17%) 0.41
Statin 1(7%) 2 (6%) >0.99
Fibrate 6-(46%) 16 (46%) 0.77
Combine statin Lla fibrate 3 (20%) 11 (32%) 0.51
anuauTaia (uu.1sen) '
SBP 130492, 129 + 28 0.6
DBP §1 oLES? 78 + 14 0.25
Foyammududluifilasndmelsaliidengs -
sziaauooudnial 2-(:3%) 6 (17%) >0.99
Usz¥amsaugan 8 (53%) 13 (37%) 0.36
sz lsammninu 7 (47%) 12 (34%) 0.53
sz 3aTsnAameronlo? 2,413%) 9 (26%) 0.47
M3 19enqu proteaséinhibitor 1(7%) 3 (9%) >0.99
szonlvsivluaen (un./aa.)
AolaeifpIoa 233 £109 275 + 150 0.25
lasndire s 1812 + 1271 1754 + 944 0.58
¥ALDA 26+9 2949 >0.99
syarvvesezTulaluTusAueluld 209 + 125 149 £ 150 0.65
TalsAvy (un/ua.) (311U 4 AN) (311U 10 AY)




42

‘lJﬁ 16 !!ﬁﬂx‘ifn’il‘iJE’IFJ‘L!!l‘iJﬁx‘i‘lli’)Qi“’ﬂU“lslm‘t!llﬂ’iﬂ%’l!"lii’)lliﬂﬂi’)‘I—!!!@’I‘”ﬁﬁx‘lﬂ1’i‘§ﬂ‘]&l1ﬂﬁﬂﬂ1ﬁﬂul‘llﬂ~lu

fibrate TungudihefifinnufauUndmaiugnssy c.553G>T (Gly185Cys) 6 Au

Triglyceride level (mg/dl)

7000
6000
5000
4000
3000
2000

1000

Gly185Cys

§ 1676%

Before - After

“ljﬁ 17 !mmnmﬂawuﬂawmiwﬂu'lmuu"lmnawa"lwmwua“m\amssnmmﬂmaﬂ"lmuu

i

fibrate lunguifhef lainunniadndnioiugnasi c.553G>T (Glyl85Cys) 16 AU

Triglyceride level {mg/dl)

3500

3000

2500

2000

1500

1000

500

Non Giy185Cys

l TG 66%

Before After




43

AuanzYe9szINsAn dangumuanuEalnAMINuENIINYiia IVS2-7TT>C

ANUAAUNANNHUENITURNIEZ TVS2-7T>C F9 himeliseauanuralnanig
Y] o [ e 1 1 { % o 1 1 I~
wugnssuludwmisiinneuludiheni luiulasndwe lsaludoaganundihadumsne
S A o w A [ v A d‘ a [ 2 (% a
019 421 UTsntlszia Ao Tanaudn asturamemas 24.7 1 1aniuauas ANuau lana
systolic blood pressure 120 uu.15en Awad latia diastolic blood pressure 84 y.Alson uazly
% A a . = cwad‘ 1 = vAa o 1 [ a = U
o1aa luiiuludeayiia Fibrate sz iaaugs uaz liwelilsz adusousnauatiameounay
1 = A a dy 2 9 a wvAa 1A Y] [
wineu Ll Tsanrnunie lsnaaielos 109 Haaswn1eioal fiianms wun Jszauszay
o = o A o A [
lwiiulasndie lsd luden 2160un./ma. lviundiedaesoaluaen 228 un./aa. uavseay

lasiuerauoaludon 25 unyea mazseauaeez 11l il ldsdwe W5 TUsau 55.27 un./wa.

A a 4 [ d‘dw 2R K a @ = o = 9 1
lioAnsIziuenmunguiszyans ull Jadedoinemaine luiiulasndire lsaludeags laun

a3 |

91 a & = A - 1A a a o
1. fiheTsndadreroy o) Bnduue 11 HanyndanuEalnamaiugnssy 9 :18veq

4
A

) .
APOAS Aaiilu 82 % Tasldoyafiugudase il ovgimao 433 (01gdesaa 371 erguinga

55 7)) mene 55 % inAnala 48 % Atiuaan1emae 22 Hlansu/asauuas 19engu protease
. . a  d = 1 ’7191 ‘Jd; o3| =) va v 1 @ J
inhibitor 4 318AAITIY 36 % T IMNHIALATL | TR 9 % Tl Taduseusnrunney

= 5 wad a o — il 1Y o A ' ' Y
N30 wazd 2 Tellse Taauegs Al 18 % uazdayaszay Tuiiuludes wud wuhszay
Tasndwe'lsamae 1506 #n/aa.(AIA1AA 945 1N /AA. AIGIEA2644 UN./A7.) TTAU
ADIAAINDTOAINAY 245 BA/AA.(AIAIEA 112 UN.Aa. AgIaa 41990 /aa.) szau Tuliueyd
toamade 28 Un./Aa.(AIRIEA 17 un./Aa. A1GIga 51 un/aa.) Jeyanelrnuanudalnanig
19 a a Qs { a g a a

UFNIIN NUANUANUNANTITRED I3 ¢ 3A>G ¥ INN9A 8 318 AniTlu 73 % ANUHANAN
o ! 1 a g a a @
ugnssunusosanlaun ¢ 653G 1.2 s1o Al 18 % agwunmuAal nAn1aiugns sy
¢.56C>G, ¢.132C>A 1Az c.457G>A pe19az 1 510 oo linaanuralnAmeaiugnssusiia
k4

1IvS2-7T56 agtin s lip nuuanmse daadiio fragvosn nuRa U adna i §nI suved

v k4 v
AP045 synfihenaaonas lildaaieny 107

v ]
2. gihelsannmnuiinemun 25 510 19 519 Usznovaefileniiszau ludu lasndie
lsaludeagaun 19 510 uagdiheiitiszau lviiulasndmelsaludealnd 6 510
a a o A 91 A A o o = I =
anuralnamaiugnssuimuludiheniiszanluiulasndwe lsaludoagann

1AUA ¢.-3A>G 17 578 ¢.553G>T 7 570 ¢.56C>G 1 518 ¢.132C>A 1 318 LaE c.457G>A 2 518



44

a a @ ~ Y A A [ % = o = a
anuaadnameiugnssuiwuludiheniiszau lviulasndime lsd lwaeaind
c.-3A>G 1 919
= A v A ~ a0 1 g v A ~
Idoyaiuguaas 11l ergmae 50.8 1 daulvailumene 68 % drtinianiomae
a o I a dy = Y ' . . ' Y
27 Alanswmawas Wulsaaaions To 3 1 s1ouaz 19610gu protease inhibitor 5I1RY
= = wad a df = v o 1 1 a g Y %
wazdl 9 s1euszInaug s Aatlu 47 % NilszIadueeudniay 4 518 Aadlu 21 % TeyaTTAL
@ A 1 1 o =S 4 d' [ d'
Tviuluaea wu wunszau lasnare 1samas 2184 Un./Aa.5eAUADIATIADTOAINAY 273
% o { ] o §
un/aa. seeu lviueyausamas 28 un/aa. egizevvetas 11 laTuTusaue Tus Tasauda

a9 udile 6 s1elian 225 un /A,

¥ |

4 o & U
M131971 12 naasanbuzdola N el s5u1n39anau N S

i

' |

Foyaitugu 2 sy p-value
nﬁullmﬁ'u”lmﬂaﬁcﬁg sea luiiu lasndie
lliﬁimﬁa%@%uiﬂ lsaludonind
@i 19 ﬂu)-_? , 1 6 )
01y (1) §o.é=; 2 L 55345 0.03
WA A3068%) il 2(33%) 0.18
AT HNIANY AL 2744 26 5 0.61
(Alansuauns’) ‘
Ysziamslgenanlviy
Ulllllﬂt’l 3 (L6%) 6.(100%) 0.003
Statin 2[(1H%) 0 >(0.99
Fibrate 7 (37%) 0 0.14
Combine'statin LY 74(37%) 0 0.14
fibrate
sziaauoeuoniay 4 (21%) 0 0.11
ﬂizi’ﬁmiﬁnqﬂ 9 (47%) 1 (17%) 0.35
sz 3aTsnansonslod 1 (5%) 0 >0.99
M3 1981nqu protease 1 (5%) 0 >0.99
inhibitor




45

HbA1C (%) 89+2 8+2 0.6
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