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1. IXES 7

Hyperlipidemia((ZA| &%) lipoprotein thAtol ol gt EHY triglyceride®HZ-2) cholesterol §%7F
S7Fke Aold, 53] 12A17F o FEA] @AY AAY =7t g oo ® Uehhe AoR
Hypercholesterolemia®t hypertriglyderidemias 3E3HsItt, U402 Lipemic®] ¢Ju]& triglycerides
> 200mg/dlo|H, &3] k=HFEd4olA] TAE= Lactescence(4)2] &Jnl= triglycerides »
1000mg/dIY =& lipemickEt} T 2 214 =& ufgitt, AFgolAs gutdos 3 ZHAHEo|
240mg/dl-s AU S4A o] 200mg/dl oldd wf IA[EZFolekaL gith) AAEFo A ofH Sl
UEh= Zlo] ofe}, of2fdt % FH|AHECIY FAAY SV sUAs ndYy, AEHA de 5
o] 9jFale] w7| wjzell £A7F H= Aotk

5 el A e] LAEZF lipoprotein®] #E=3t AAtolut A5He thALS: jmfgte}, Lipoprotein -8}

9] triglyceride®} cholesterole Yo g 2Hlsl= 7|52 gt} Lipoproteinst triglyceride@t

cholesterol ester”} SAFf 1AL, -2 cholesterol, phospholipids, 12| apolipoproteins&= A}
o391t} Apolipoprotein(A,B,C, D)= lipoprotein particle®] +Z5 A4, AZEH receptor2}e] Z2gt
S @kl EAE-S 27| TS ISt} Lipoprotein lipid2} apoprotein®] -3 A4 2|3}
517 EAo|| wle} 27 4712 BREch o]5 A7), % 123l A7]1%9% A4 (electrophoretic mobility)
oA 27} theld 2 VrEhdlT,

Congitios Choles oot Righycacite Cylomrscn [ELTET WOL, WOL, LR,
Dol haadO o e eria

Aot garviors rrees
Dy adn

R OO

lutate meler L] ] = " 3 (] -
Naphertx wnaore 1iay ! L £

Ty
L gty

U3 B 04 ey t
TeEy ] . =

Lipoproteins® ultracentrifugationo| A %= w0l wabal 5029 (chylomicron), 24U E2]E

thil (very—low—density lipoprotein, VLDL), AU % 2|32 (low—density lipoprotein, LDL) 12| 11
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2|k (High—density lipoprotein. HDL)S.2 E-5H ) o]3gh AIARS JFHojr 3H7x]9] &
A2 T tjaf ol A e S48 A4kt Chyomicron?t VLDL YA 0= triglyceride tiAR]
o3, WiHol HDLE} LDL2 U242 2 cholesterol metabolismol] THo{gict,

2. Pathophysiology

1) Primary hyperlipidemia

— Idiopathic hyperchylomicronemia : A A jALo] o]AF S 2 hypertriglyceridemia®}
hyperchylomicronemia’gl. : lipoprotein lipase activityth 3 apoprotein CI12] 0 2 BHAY; o)) u]
oA Aol A 7154 o2 WAl

— Hyperchylomicronemia in cat : 22%]of|A] lipoprotein lipase activityd2] o402 715440 2 kA
— Idiopathic hypercholesterolemia : ZH|E25F A 20t 2E ofddox] 715402 U4 LDL

cholesterol©] =2

2) Secondary Hyperlipidemia
— Postprandial (High fat diets) : fato] 23 S419] AARE 30-6024 $17d3HolA chylomicrons©] &
& 0] 3-10A17F A= triglyceride”} A5
— Diabetes mellitus : low lipoprotein lipase(LPL) activity#3Feo] 7kl 28} VLDLo| Z}chaAk
— Hypothyroidism : Z}e|&}9lof| 2J3F LPL activity2} lipolytic activity A3} ; ZFollAlcholesterol®] bile
acid= AeHel= 752 A8t
— Hyperadrenocorticism : Ztof] 93] VLDLAJARS71} LPL activity?] 74 hypercholesterolemia®}
hypertriglyceridemia %4J
— Liver disease : bilel| 4] cholesteroli-8] A3} ]38l hypercholesterolemia™Ay
— Nephrotic syndrome : @013} ZHAEHEQ] 9] H29F -2 4HFY2 2 A8 E TS S7HIA
— Obesity : 7&"11/\1 VLDLEM =7}
— Pancreatitis : AEE|AHEESY AEGI YA E B85 SHIRE LA ES4tH. VLDL, LDL, HDL
<7k

3. Systemic Affected
— QA AFA|, BB/ HARA], $PREA|, 7,
A

4. Signalment
= 7N A ] e UAolAE TIEA R
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5. Signs
1) Historical Findings

— EZ AYo] wol e AAF: A4F AYAE ARGA Aol gol & AA ARAlOle 53] FAE TIe
ojn} F7] 21 FARIAIZE B, ATE T WAYA] 288 th A S0] nh E oo Sk,

— Seizure : 1M &2 Wahg FHISkE SAloMe AA BTl High A|TE HIEA] AA|

— Abdominal pain & distress : =@ 5EA FET H& Alol| 7H 7|22 S = A Fsljof sh= AL

— Neuropathies : 11748 SA| 2] FALIA = LA F0] T2A|

o
_>|"l_‘,
&
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(o3

2) Physical Examination Findings
— Lipemia retinalis, Lipemic aqueous, Neuropathy

— Cutaneous xanthomata, Lipid granulomas in abdominal organs

6. Cause
Dl w2 s sfjof shm, dglo] Hl= Aghe] tiek AhExITg o] ParAloln o} Fa
DTG} cholesterol S &7}l &J¢t A E% : postprandial
2)TGE} cholesterol AJAF F7tell 2J3F 11X @ 3 & Nephrotic syndrome, Pregnancy, Defects in
lipid clearance enzymes or lipid carrier proteins, Idiopathic hyperchylomicronemia,
Hyperchylomicronemia in cats, Idiopathic hypercholesterolemia
3)TGS} cholesterol A Aol &gt 1x|&@3 & Hypothyroidism, Hyperadrenocorticism,

Diabetes mellitus, Pancreatitis, Cholestasis

7. Risk factors

— H|RERR}, Adpo] W 54

SR I e R e M I = s A

2] : Idiopathic hypercholesterolemia’} 2.o]&= EH 20 HA| 29} 2 E 9}y

8. Diagnosis
— SRR} AR FAlol| Azsto] WE] 7174 overlaping e FHE-& 83| Fohlle Zlo] T
- AL A w2 FEE] d e AEY LU

- A BF BRI 25 71 A8ke) A el BHSIA thet A 07 7
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— oFF A8 o] 7M 54 © corticosteroids, phenytoin, prochlorperazine, thiazides, phenothizines:::
ote, 1 9] AHFEZL 0] oy| T okE Zi} wrFAIARAIT} AEH AT FERS upEA7|E Aol
L ool ek BE FEe) AR 2ol Ha

- 1A 8% 3 : Lipoprotein ¥ e HEAAL T

Lipoprotacin E.P> + =

\.n 7%
m.- 11 %
14 %

LEN

¥ g

v ab.co.k - M g g
9. Treatment & Longterm Management
1) Nutritional treatment 2) Medical treatment
— fat-restricted diets (A4 == homemade diets) — Gemfibrozil
— Omega—3 fatty acid — Niacin therapy
— Fish oil therapy — Dextrothyroxine administration
— Fermentable fiber (beet pulp) — Gene therapy
— Antioxidant
9) Al ol Solok 3 714 Fa s A%
- o5t ElaEd Zxsis x%ﬂwowr oFER YO U o)Esks AL UAIHR) Ak ek 5

A A
o] Z=oll= Almwe|e] A2 ojojint, wEbA efE e olilef 4 Aol Wt f-5-a o] Y sjof ¢t
ok 53] B 2R ARl AR 850 § 0}7\]71% =t
- 53] A71AQ) v A sy ALY AR BTN SR AT} ke &4 17IL 0%«1 o
AR W AE S 4= A e A= A= 131 off Aufgtct, whehA S 22w
v AEE AJollA S| 20| =) Ao]SRAREY AR AA[EF v]2l= e BAshd 1 |52 A7)
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