it [FEEEL YV RE v 7M1 (FEHEAR) ]
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FIGEHAL B VR & v X ZIMAE (familial hypobetalipoproteinemia: FHBL) 1 (3% 4t
ALY (B B % & 2 8EMERETH Y, TR KLV 27 B (LT [7#
Bl) DRE (APOBBZTIHAEIEARAR) XY EL 2. 74 B ZEEHLEY F£
v X278 (very low-density lipoprotein: VLDL) 474 v I 70 v OKICHE R & v
NIETHSL, VLDL I, avAT7ue—A2 b)) €74 F (triglycerides: TG) %
FlE 2> & KA ~E Y, hA4vIirzvvid, BE»LAALF—JHE L COIRECE
B £ 2 v BN - JE kS 3. FHBLI &A1k Tk, APOBZERICKEKT 3 7 #
B o HEE A ERERE IC L v, IFlEic s 21 ~o VLDL 50, & Ics1F 274 1 2
7 v VBT X 2 RIS RS S, EHAERNEZ 29 25 L & bic, BICRE
Mo s 3 volINEEIC XY, RERES, HFHURMRE MB6REME ks
%23 2% (M 1). FHBLI kE#EAKIE, MTTPEEFERZFERLE T2 B ) EX
v X7 I (abetalipoproteinemia: ABL) (34BN (Hth) ER) LHUORER
29 %. FHBL1 €&k L ABL & iz, BEA LIZN#EETH 525, ABL T
F5 1 BOERE O~ 7 v A RIRIRIAE 2 KRS v oicxt L, FHBL1 & €84
RO 1 EEHEO~T o AR TR PTHEEOKIFMIEXED 5 Z L BSEFA L 7%
5. 7K B RIBDIEHICIE, APOB R FHERERIMZ R DFRIE 4% TH 5. FHBLI1
~7 B BRI ESEE <, BT 20 % 2 L 23% W illdE AN ICIERER 72 28,
FHBL1 FE#EAKREBHPRETH Y, BHRCIIBEEREE 2 K72 J. FHBL] €%
AR Ui, ANREEERZ R, BRS TR, BatEe 2 1 v o KREMFEEHEE
DME—DIBIRETH 5. AFREIZ 2021 4F 11 HIARFB 0I5 E HER 1B h iz,

RERHAT
O

1K A8 M e *

L

Qoo

e

FF ik
7HB100 ,
H IR ERAE
BRIE
(HEfE B FEMIELLE)
BB EAIVRZ(EADK) HHEEZE

NS (BRE/ I Z 1A,
| h4ozsoy | EREFLEE)
IR S S

jE 1t T
RRIEZ




M 1. FEHEB YR L v 3 Z71MfE (FHBL) 1 74 B 3/ METARI NG U HE L o3
7 (VLDL ®hA4mizuy) OMEREATHS. ToRBEIE, BVKREZVy A7 EINZINLD
THEBERYFEX VAT OG- WEEICGER T 2 EEMEL KT L e bic, Y 7V 2 74 F(TG)
@D VLDL & L COMBAREIER T 2 8, 148 127 8ay oy faeicihg 3 igl - feat:
EX I VIRINEEE L, 2D BRA RAOHE (RHATRR) oL 3.

@ iFLwic

FHBL1 A EHEAKIIT R B &EH Y RE v s ThHbH14mIs7uvy, VLDL, {Kit
HY KX v X7H (low-density lipoprotein: LDL) 23K A L CEHRAKIRIAEZ 29 %
Wi 70 BIR MR C©H 5. 1987 4RI, Young & 1%, AREBEFIMEHICIEHE 7H B © 37%
D fELPRWERNTR B (74 B37) ZRHL, 2hd APOB & TARIC X
22 RBIALZ L L%, %< ® FHBL K RICH WA ORE M T B B RLH
7ZE 4, 90 L LomBFIK L 7t 3 APOBEIEFERBREINT NS 2

APOB BIa Tt 5%, IlE<id VLDL 283 % 7K B100 23, /METIIAA4 83
sa v T 57 A B4 A E LS. T B48 137 K B100 2R D 48% I HHY 3
LHAXTHDLI DD, ZDOXIICHENS. APOBELTOERTIICHE > T, =
TR T R B BERI N2, — I, MHEEmVIEE, 2 FEINNX L,
B 7 DR T PRARIMAE OFEAE 1T X 0 v, 79K B30 X 0 Fwvd oIcBi L <l
I NinweE INng, 74 B48 XV EWERDYE, /INGTDT R B48 GAIC X
ZhA8 70y ibidEREE R, PR ) 2 T A4 FERERIE R0 3 3,

KB V&% v XZIfEIX, proprotein convertase subtilisin kexin 9 (PCSK9)
angiopoietin-like 3 (ANGPTL3) &\ 728 T OARIGERT 2 b Db WG T
20845, APOBE{GTHRESE A FUCKK S 2 & © % FHBL1, ANGPTL3 {5128
BN % b D13 FHBL2 & MEFRL T 5.

® KEROMERH - AUHE - BERATHES)

®-1 FHBL1 ~7 viEd&k

FHBL1 ~7 v & ClE, M LDL 2L 257 a0 —Aflis L 7K Bl 5 S —+%
VEANKEIALT L, 2L 70mg/dl K, 50mg/dl A o oh 55 FEE KA ME 2 23
%0 RPN TH 228, O ) RE v X7 5WMET T2 Eic kY, &
JEWCRENIF 2 23 5. 7 ov 3 — ViR, @R 7 = 4 v F —8HL R EIC XD,
MV HFREZE % Sk 3 AR D 2 - O TR 2 BT 5. £ Ml FRIE O E 225 5 7. LDL
ILRATE—APMMET TS LI kY, BREICiZZYICd wEREINTYS 8
Z DA, BHA D& v o 728G, WICHBIRIMBR D H - RER I RS & 2 fLict
O MARHIER - MR EE ORI 2T 2 HE D H 5 °.



®-2 FHBL1 =&#E&4

FHBL1 A& T, 7TRBEFY KL v 7 B3KRIEL, EWRAEBIMEZ £
. —fIC, 7K B ORER RS, KIRIMAE DR b M EHImIC S 5. FRic, H4
07 uyvonibAeEtEd) LEZLND TR B8 LITFOMEMET & B i X 2 FEs
fkClx, ABL LHEBIL 2K A R L, S HIKTHRBOUFOMEMHET RBICX 5+
BEAETIR, mMPchshhnedn, IHICHEEORTMEZET S 7.

HAEFNIC BT, HAERIIEERCH 2 25, RILFHG®K2 SR, KGR, TR
WRFEEIC X 2 FRIAA L, REREIC X ZEEREESALND . B0 WREE
BT B2 Eic X, HLEREREEIR T 2 O NG _EEAIRE o MIREED 1< 3 e B S FE i
L, HILENHRE X, NEORELE2AHEHFH%Z 2L, snowwhite duodenum & (X
na. BEOREHRINEEICLY, A2 Iy Tchsrex IV E, A D, KIiHKfH
T, IREEY 2 I voRZICE Y, BEHE CICSE R ER OB G R
CoMRERE B3 5. MRERIE, BRNREEAF T2 IV ERZICX S L
Th, 107% (~20m%) BHE TICIRE 5. SEEMEEC DR T 23013 REIR T, 0 huid 2~
3 CHET 2. 2ok, REECMERDEEI N, KFESTERSE. LIFLIE
Romberg f#fE 4 5. KigF Tl 30 KATIC AN ToaREIC 2 2L b H 5. HERUE
OB E S OB EE & v, BT IERH L, ME - NKRE - B
BABEXR2T2ICE D LI n5. fihic, RMPRES, fHERdImEILTH2 2
MRAEIRIE, €2 IV ERZEEX IV ARZICKS L SN, HIEEFEEWIE R
Thd. ERIERECORREELOIBT D, KEEICHNMETeHEFHEL KT L H
%. ¥ 72, BEURIMER (acanthocyte) % 50%LA LD JRIMERCRE®, HERTEK 23 HE < 11
7%, MKIFFHICERT 2. BlldHEInTHH, BIRINESE IChT T 5 8k,
R, £ DOMmORERZDORZICLEDDEINT WS PO, fflE<Tlx, VLDL &K - &
WAEE X, FFNEICHENG 2SR LIBIIITIC 72 5. NENGIT 2 2 IFRiZs, JFIEE £ cHE
L7z —2bWiEShThh, FEPMLETH S 01 Zoduc b iEiEl (medium-
chain triglyceride: MCT) #5232 L 7zrlREME D H 2 7 — 2 H H Y, MCT %
HIlhizo CFEREBBETH 2 °. Zofh, v £ I v K RZick iR (7 b
n v vREIER) R OEIC X 2 AEIRSEOWHE S H 5. HEITL 727 — A TR -
I X 2 BTN, KRIHACICX Y ADL2ELIETF T2, vx I viiic
L BERPTFHROWEIHE I N T L, A2 LBD CTOHEM L OWED H 2253,
FEROEFIIARF L Ic K Wiz, BHRRESKYITH % ° EREGNIFLL R c2hn &
N525, RAHITORZMHES % <, FEZHEmT 21 e T2®E2H D 10, Fucix
HEREFITDH 50 A F IR CBM I N T2 X 5 RIERID H 2 12, FHRIIER
OFEFHCEAELL, MR - IR - BREE R Ik o ThRA TH D 18, IEHCITE
JE O PPFREE CIFIRA AT X 0 20 fRTIEE T 2 WIREMED B 2 23, RIEE <X 70 £
D EoREMARGL H 2 7. £/, &MWL TEKICE T 3 Fur 27 n vEAK



TOMELD DD DD, MREECHEAIERIRINTVWE EEZ LD * 15,

—fAE D 3000 A L ADHERET A B 2H T2 L 0OoHiEd H50 10, FEEREE
DAL IIHRD THET, 100 FTAIC 1T AT ang 7. chEc, HHETH 50 FlofEE
WERH B 810121721 RHFCCIE, 1998 412 Ohashi 12 X Y E#E 7+ B Z[EE L 7256
1 GIASHRE S 2, ChECICFRWME D &0 T 10 BlowEsH 2 (APOB BIET
LROTHA D 5 b O3 8 G, FHSCHE I 6 i 8192220),

BEZ2RRERET, BEERS)
APOBEIEFHERETERTIZ BRI X Y BE L, oIty () dEplz 23
5. FEEAGERBELXOCEE~T o AR CEEN L & 5. FEEAEROSE, Wl
B TH % L%\ B, APOBELTIX, 2 ik p24 ICFEL, 297V v
bir 3 eFK 43kb OEIE T T, 4563 O T I /R a—FLTWw3, =7V v 26 (%
7572 HREFETLIRE sV VT, BETEROSL  OWEFFEFMICES L T
%%, ~7uEAEb G 5L, 90 FEEMU o APOBEIETABRBRE I N TV 2,
INOHLDOEBRDIZEAERFZ TV =Ly 7 VERDPF VR VRAERTHY, ~HBART T
A 2L DERTH 5. WAIICIZ, APOBEL T DZBERALICHE > TR L Ak iE il
TR BBERESN, THEBAEBI)READAK - T TLELEENLT, 7
4w I2my-VLDL-LDL KT X 2 KARIMIEX 23 5. 7R B 2RI 23
A v AZEIC K BHEH D —HiEE T LT3 X,

JRHE

JFli& <l 7 & B100 #4463 % VLDL A S, /NMNETIET KR BB 2463571
AuaizavpEAINS. KNETIETFBOBELRTARICXY, VLDL-LDL 23K F
THLEbIT, —RICT A BAS AT OLERDOEGAICIE, #AvIrnyETT 2,
ZD7=0, ERLERIMIELZ £33, 74 v 7avi3EleRate 2 2 v ol
HoTwa 720 BN TR ERBEY 2 3 v oRZIRED K23, FRIHRINEE
K B RERE, TRate & I vIRINEEE I 5 MG R PRt fEs, o iciER
3% ADLK T 2FRicRi@E e 72 5.

RAE DBUFELYE & BWTF 10 H

SWHHERE 2 36 1 RS AR, FL90 R I IR e B R C W S LB, KA
275 C, IGHPE Y 2 3 Y R X 3 WHRRER CI L 3 M3 5 & P2 TSI X n 7 (€
S A BRI X hb 2 L b5, M LDL 2127 0 — L f&fl (15 mg/dL £
W), M7 B EME (15 mg/dL il (U<l 5 mg/dL i) OBAT, Mol



HEMIEDSBRILC & NISAIES FED AL 5. FEK & L CHERGE 12 MR & ol LRk
OFEE, MIREROEE, MEERENER & OREROFEAHERT 2. AR MER
i, HAIGICIE 50%0A EodRIMERICEED b g, TR B BE DAFHIC X, APOBEIR
THREE I AR DEESLETH B,

o 1) 2

et (kMR KBV RZ v oI IfifEL LT, A oEEOEERES X UHE
HHIC X 0K LDL MAE IR T 2. mHEEOERE L LT, ML LKL T 218 M5EHE
B HURBBRBETUESE, 18RS 7r &I X 2 BB BRI BEEE, B % ok 3 Ik /i 7x
EDBH 5.

JRFEMAR BV H & v o8 ZIffiE & LT, ABL 28 FHBL1 s E#HAKRERER] & [k
Rtgx 252 152 ABL I3HEFEEEEE (5 BB oMaERKIRETH Y,
MTTP EHOBELETEEICLI OV TEBER Y KX v 7 0EMAREE I 5. FHBLI
REEAKRLE ABL &if, MERMRLIICHEUL w220, BFomEMREZ T Tl
HERINEECH 5. EANCIIFIEENEECH Y, ABL TIIE 1 BaflEo~T v s
RICIHERARIMAE %2 589 72\ 23, FHBL1 & 8GO H 1 BEEE O~ 7 v AR
AR DARIBIME 2 38 5 2 L BSHFFTRL L 72 5.

FLYR DMK 2 L 2T v — VIEIC T, e, RRES Z 8 5 EntEEEo#Eh & L
THhAvI7v 5 (Anderson J%) 235 5. FEF ICH AR T, HREamREE (%
W) Bloz 235, h4v 7w yDfhcEEZ Sarlb (secretion-associated and Ras-
related GTPase 1B) # 2 — F 3% SARIBELTOERICX Y, h4uisvy (BX
U7 4 B48) i g, MEWfE, MRESE, KaL X 7re—rilfiEx 292 27, 1M
HRY 7254 MERIER TH 5.

PCSKIHERESERTIAFIC X 2K B V) R & v o8 7 IE I, HY@mmEr: (B1E) Eiat
Y. PCSK9 (ZEICHED O b d i, LDL ZBAKRZ 3T 22 X0ETHY,
PCSK9 oipesEk iz, HlE~oin+ LDL BV AAITTHEIC X b K LDL-C IffE % 2k 3.
ek CH Y, REMIFOMEE I3 3, BRI LECcH 2 LGS hTwn 3 428

ANGPTL3 EETERIC X €L U £ 2 v < 7 ffiE ik, FHBL2 &IFIEN 5.
ANGPTL3 i3 Y Fx vo¥z7 Yo8—+ (LPL) &IMENKY ¥—+ (EL)2HET D 2 v
N7ETHY, FHBL2 A& TIE, LPL & EL oML, VLDL & HDL @
BTN, P2V 2TF4F, LDLarzxFu—i, HDL 2L 250 — A&
T3 %. FHBL2 ~7u#EAATid, HDL 2L A7 0 =LK TFLAWA, FY 7Y
%74 F & LDL 2L A7 u— VI ghEEKT 3 5. FHBL2 I3MfERCTH 0, EHiFD
SR I3 X 3, PUBREE(CECHh 2 LG ST b 52829,

© BEDBEE



BEOME AR 2 1R T . THIE RS 2 720 1 IXNEN O BEIR 2 L ETH 5.
BAaw ) —BED 30%LT (H20ix1 H15~20g LA UhNETIX 5g/HUND bR
%)) ([RGB Z RS 2 279189082 2R OREEFICIE, 714 m 780 vifE
TN E N2 MCT 245552 2 & 235 2 AT 13, MCT o R 51 X
LI OFEFO RN 2 RB T 2MED H Y, FETL2LENH B 2% £/, fE
BEHIRIC B 7= > TIRERRIES AR L A WX S KiET 5. ©£ v E ofROK
EMFOREL, MRER O FE XK EREIEICHRE I L TnwE T HL, KEDOE X 3
YERESLTY, Mfex v ELAEHLES, EHE TR 30%FE CicEE
BEEOLNT NS 30B F7- vxIvEOfRKE, FOMOIRALE %I voms
N E % k7232 2ick Y, 23V K RZAERIET AR5 3 7201
BEALETH B, vxIVELIiceyx I v ADKERSIE, EROTFHICEHER)
TH27. vXIvD X IVKOWRAMMVELRESDH Y, MPEEr =X —F
5270, B2 IVAPLEYRIVKOMEDEEICIE, MFEIC X o TPREAIERLT
b Tng 238 IV AMIRICHZ-TIE, v Iy AEHRCEET 24
ERHL., vx IV AMREC, MPex Iy AEREETHIICHEDLDLT, v 4
SVAFNERELET AR EINTVWS B v x v AoREEERR, Hihd
BT 2720 EHFTFRICTRE LI, €2V AfiRIKCHZ-oTiRMp g Hu T vig
ErE= X — LA OMARZMAT 2 2 LRI N TV 2 718, IR IIE D hE
Mok sxhoGiiciies Iy ABERCHFCHEEL, SR AR ALRWED
I, TTEMHAEEZ S0WICHEL, BruTverxivAolfREZE=2—-L
REREZFH L ABOMIETZ 78 2 IV ARMHADOE X IV TH B0, RS
THoTHffiREFIEL TR ST

FBEIEICH 72 0, Hegele b OHERET 2 BB OME LR 3 1T T 7.

© FRoBEE
JEAMEE 2 I v OO KEHFTEESME—DRIFETH 2 03WEREICEE 5. 1]
BRE NG CIHIRIC 3 10 2 7 F B OFBEETH 223, BRI BAMTH Ic KEE <
HY, BHIANRIRREORENLEEND, MARETH 2 7-0RET —2xX—RIc k3
B TZR, R, APHE, BERT, FRICOWTOFEREED BELHETD 5.
B8 D [TEFEMENRE REE B3 2 A MZEE] <iE, PROLIPID fff5E % Bfka L,
AT REERFOSERAELITo> T3 * £/, EHEMICIE, 2019 Fic
Abetalipoproteinemia and Related Disorders Foundation (ABLRDF) 23§%37 & 41, AJE
7% U RN IMAE O R EHORIB (R 4) LM L IBROF I 2/ER A & 21T
2 T3 B35, 2o DIFREZIEHL C, flIHEEFEROMEEIC X 2 KB DEE
DM, IR Z 5 £ 2 - Rl R G REEOERDBA[RE L i, BFE~DRX Y v

IR E W,



#£1 FKEHEB Y REZ YV AAZIE 1 (FEEAE) 0Lkl

A. FER

L. e (TR 1 & 2 IRRGRE, 184 T, Mer:, mRREEZ L)

2. RSN CEENIGH, JEMERE, RARERTE IC X 2 MK PR H A 72 &)
3. HMER (MBERLEME ®’E, GREE, SEgE, SET2Y)

B. BRERTR

1. Ifif LDL-2 L 27 v —b 15 mg/dL Kiiii (Friedewald z0ic X %) i 7 & U &
& v 37 B 15 mg/dL Kiifi

2. RMIMIMEER <A R MR O FE

C. &HIZHr

AT o EZ#ERN 3 5.
< HEB VR KX Vo8 M
st viERE (7v&—Y v (Anderson) %)
- HUR BB RE TUEE

MR YR X VNI IME L DREE RN, RADT—20ATREETH VBEETEAR
DREAXET 225, UToFRE2SZ il cd 5.

R EREOERE OF 1 EEHE O 3L AT 1 — VK f#
KWK BV K& vz ififie (FHBL) 1 i3It (Bl Btk sy, H1
FENTHE D ~F v BEARITERIRIIE 2 3850 2 25, #E BV R & v o3 7 IfIE 135 gt Rl (4
M) BincHh by, B 1 EEF IR IE 229 72V, Wl - B o Mg, b7 KB
RE, IBAEY 2 I VIREOIIEDSHEICR S,

D. BiRFHRE
APOB BT HREMARRIZ R

<gWioh7a)—>

Definite : ADLTKUB-2D5r4HHD > b 1THHEMU %57/~ L, B-1%jmzL, CD
WA~ EREZRIL, D2l 0.

Probable : ADRTHUB-2DFH4HHED 9 b 2IHHAM L% L, B-1%mizl, CO
BTN EIREZRILL 723 0.



x2 HFBEE COR7 XY E&E5IR)

SER TR Wt &
W) 7 7w ) — B LR CRELICERAZKET
P (Wi DR T MCT #5% | - MCT #5 0B3RS -
BRET 9 19) EOFHICEEL, RI%512
‘lgimj- 2 9.31
(K HE I R SHMRIE (38 5 1
<A ) —o 30%LLF 2718
cfAE ) —D 10-20%LL T
- 15-20 g/ElLXI’\] 9,32
et 68 < /NRTi 5 g/ H AN 2 & Filds ot
W ZEE IR O 6 A 7E 710 F4—RT—v 1~3 FRED
(w6 JEMIEZ R ) —D 5% | ZAfiA RGO B & 7 il (K
LLE, w3 EifgezRAa ) —o | G4 ) — 7l &) %0
1%2A I )
T — gﬁk,ﬁﬂ®ﬂF$éf0i, st % & gigﬁ;?;g@;i?ﬁgifﬁﬁ
Wiz o o ’

(CHFEZE - JTFAH e 2 A 0F 7

fEatEe 2 L v
Rz

vxIVE®

- 100-300 TU/kg/H 713

- 1,000-2,000 mg/ H (% }2),
5,000-10,000 mg/ H (2% HA LU
DN HEN)?

- 2,400-12,000 TU/H 3233

EXIVAO®
- 100-400 IU/kg/H 713

vxIvK
* 5-35 mg/i# 713
. 5mg/E| 32,33

vx2IvD®
- 800-1,200 IU/H 713
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RT3 5
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- IREHE IC X 2 e R REMBE 2T %
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BHEEREZ P LISS 2°

—— Vose Y (B /VESERE) KFABATITIIRL, T8, BT
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S en R Rk v &3y EBWMgiFICXY,
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EEEEIEN
- HIE O EE T MBI O A
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©
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WY 726 C, B ORREEIERLIN D 5205, HRETO TOREELZT 5 LIER

B 13,

X IVEDOHMIE, Pavzr— I ZTr Img % 1§ (IU) LEDLNT
Wa, AFCHEMARERE X IV ERAFNL, tavzv -l AT v barenm
— N ZAFVBEIRATALTHS, tavzo—AlEL A7 1mgiZ1IU, P27
O—L=aF VBT AT 1mglx 088U ICHHY T %, &k, ©4& IV EZKEHRMAT
LThilipex Iy E L_VFIEFEES, EFETRO 30%ETICHELEbNT
1136 30,31,33.

v Xy AFEOREEMEIME VS, e s Iy AfEREFRTHZICHEDLL T, ©

AIVAMRBICEEZIVABFBEEREZLAEY —ARMEINTE Y FELLE ©
23V A OREREL, FHAMIA-DEFRTRICTIRZLIN, VXV AL

CHhlzoTRMP AT ViEE2E=2 - LAROMAE LT 2 2 L A HERX
NTW5E W8 HIRRCIHIRDO ATREIE D & 2 DG EICIF e 2 I v A IcRricEL,
BHGEPEE LR E DI, T EMAREL 50%ICHEL, pArT vy X IV
ADMbiEE =2 — LIEGEZHAFLADPOHAT S 78 ©2 I v ARMHEDO Y
Z2IVTHDLED, WRPCTHoTHORFTEZHTIEL TIALRW T

AR &4 v D ®@ANE, ERlex Iy D#EFIchY, KfMex Iy
D 3 AN & LT 7n o,
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Bz 27—, P27V %74 F, LDL 2L 278 —)1, HDL 2L X
Fu—, THEB, 7THEAI L

AST, ALT % Dfthy GTP, vy r vy, EHEL Y LYY, ALP, A7 I v Y
v & v B12 REMO R X FHBLL ICREMN 2T R Cld v s, FricmElng T RN
ICRZ - ARTDHREM D B 2 (GRIETTHE

HUR BRI RE 0 S5 13 FHBL IR B AT R CldZe v 2y, —MICkE 2 0 23 WHHERE
Th 5 (GHERHE

—1SDUTOBHEEKTASNE, v Iy DESOMERRT

©@ ®e 06

©




x4 B EEFERCIZER YV FE v 7 MFEOFTHME CUk 15 & » KZFIH)

bR 2%

— AR

HBEoTREE

EHOBRE

BinEA

Class I: VRZ v 37 DERK - 57iblEE (Lipoprotein assembly and secretion defects (SD))

FHBL-SD1 | 6§ ) 4 % v o5 | MTTP | 7+ B &ohi ) 4% v | dietafhifitt (5
7 Ififie (ABL) 7 DL - 43 W) s

FHBL-SD2 | RIKIEME B U # | APOB | 74 B & ) # 4 v o5 | fetahuit: (1
# ¥ o8 7 I AE 7 DRARE L b (R
(FHBL) 1

FHBL-SD3 | # 4w 2 my |SARIB | /Matkn b T vtk | HgEHREE (%

{5 (CRD)

DAL Iy a ik

1) iR

Class II: V& & w27 0BEALTUHE

(Enhanced lipoprotein catabolism (EC))

FHBL-EC1 | KEEE AR | ANGPTLS | VR & o527 ) o8—% | HERORENE (6§
fg1fsE (FCHL) - WO 7 & ) R
FHBL?2

FHBL-EC2 PCSK?9 LDL Z#E R0 e | & PR (8

1) s

*FHBL-EC1 (FHBL2) i%, JBEc & 0 i#EHA2EAY, F )27 V274 F& LDL =
VAT H =AW TN (1) #fE, HDL 3L 25 u—niconTi3ist: (%
T BIEATRT L N TS 5,
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