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E i B & (Ketogenic diet, KD) M EF &
FRARHY IR KL S PIBR AR ~ 5 BB I i B = A 5
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WD e B 41 TEHEE R E WG (B <130
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1E AR AERE (BMI>35) 523k & ' » LDL-C £57

TFE - KHATE CRD #& % E A LDL-C 21k 2 [
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(Dave Feldman) » 2017 fFAERZEE—di&E3% : &
M6 ~ SEBRE JT9RIY ATEARIRK BRE S I
T e IR LDL-C K3 » LUk HDL-C
FHEA TG K FIRF 35 4 ° - il — 3 ER
2 U Y] Bh 49 5 LDL-C>200 ~ HDL-C >80
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MiHeart 3% 3% # 1 CAC 5 0 (p=0.423) - CCTA
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412 B 53 A LDL-C 7K B CCTA e AREIREE S
ZENGEAHR M B o #ER 02 CRD 3B AY LDL-C
Fhim (S5 272mg/dL ) SEITHRGHE 4.7 4% 0 Q3
Y LMHR 523 » i Ak 5 BA MU
SR EUE LDL-C 85 BARAIARE - A HE KK
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#1100 4 R IAETT A B EC &R LMHR (Bi88E

LMHR) il 8 £ f TRARBIR CT &8 » (AR
il B b — R IR ENIRBE SR AT -

1. 55 5 e By 55 3% » BL 4R LDL-C - 29 £
k5 254 mg/dL > ApoB 178 mg/dL » HDL-C
89mg/dL * TG 67 mg/dL ; 33 BMI J 22.5
kg/m? » Fff 45 100 % LMHR 22 Bil 2% ¥4 5 755
B BRI ARSHE » DURECR B T LDL
ZAVEIEEA R - & —RER Pk
M RR AR - 25 Rk 0 MR
GEAM “PrPRE R SR - MER
ABEFHETTHY o IF9E A B SRaRmE G 7 i
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2. THAERER E BB R —F N IEF LB R
HatE (NCPV Bl "8k | B3R ) Ay%(L - [FIIF
B HE 14 D BE FF 7 (Total Plaque Score,
TPS) ~ BE P #8185 5 43 Lt (Percent Atheroma
Volume, PAV) HI5E IR EKE5 1L (CAC) FF43
FP .

3. F B S B (median A7 85 VY 43 A7 R ER
Q1-Q3 : 25th to 75th percentiles) :  fF %
% ApoB 1 LDL-C # %2 H| K 1y TPS #& B
BEE D (A7 800 Q1-Q3:0-2.25) -
#% ApoB ~ ApoB ## b, (HF i # 3 mg/dL -
Q1-Q3 : -17-35) #1#% LDL-C % & (9 fiL
B 1,302 K » Q1-Q3 : 984-1,754 X) # 1
NCPV Y, TPS HyB LR - 1 Fr A B4 B
BH 45 12 (CAC >~ NCPV ~ TPS #1 PAV) £F Ei
NCPV Hy#% & L% UIFERR » ERW > B
BB R R R B U A R iy B B TE IR
i3k ApoB B LDL-C 7k Ry, 14 -

4. IR AHFFC 3 55 2 B — B H e E%Et 1
A TS A IR —HHE CTA
6141117 apoB A1 LDL 7k ¥ IF 5 B4 K Y
TERH - (K47 [E] % LDL-C FH s B0 155
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6. 1676 & 5& & 8 5 NCPV Hil PAV [y % iF B
EREEEER AR - FH E -
ApoB BIIR AT REAE L IR T B S 2RI D SR
A R T RIRER D o FEAE

TERBEBE ) JEH EEE - KRB A S A
AEELL ISR R » 56D BE A AR
SE o KL - NCPV #2328 Ry 2 Bk 5K i (b
MRS - HAERRESRIEES 1 -

KRS AEERE ~ MASIK IR I Bl fg

BIRAR E X AR AR 7 17

AR B 52 3 & K Bk = 5 (LCHF) 8K
B MR /KSFEL 42 1Y X 2R RO M 5
F (MACEs) Z [EIHI R - 1E 2006-2010 5 HA [
LFE YRR W2 ED—X
FIER R A 228 - LCHF BREEFHE R <100
oo/ RECE R K <25% HBRIG >45% 2 K#EEHY
E\E: o 19 LCHF ¥ B4 IAF dR A o) B A e
BX £ standard diet (SD) flE 88 1 : 4 TC P - % 51
Hp I A TR 43 TR e B P A B 0 R B R
(LDLR, ApoB or PCSK9 genes) B¢ % £ [K] (FI]FH
% LR JE @ EE45T polygenic risk scores, PRS) EE]
e EEEIE R E RS -

1. 305 % LCHF f11220 £ SD {i#l #% £ g &
WY R RE 52 B T ARHEEMd » K5 SR BUR
LCHF #H Lt SD #H #Y LDL-C 1 ApoB 7k ¥
#E T 0 B S IEREREME (LDL-C>5.0
mmol/L 1 apoB>1.45 g/L) i %% 4= 3R & -7
& SD FH BT R % (53 51 Ry 11.1% vs 6.2% °
p<0.001; 9.5% vs 5.1% * p=0.004 ) °

2. 3B HE 11.8 4F % » 9.8% 1Y LCHF 1 4.3% 19

SD £ B1E %4  MACEs (p<0.001) ° 3. {F
LDL-C % K& [K] i\ g 5 43 PRS FF 5 A9 {1 2
1£ LCHF BX&H LDL-C 7K¥#ix i @ MIEE
LDL-C PRS 5% #7359 LDL-C ¥ J§ 7% H 8
ErEE e BEL—HYE - #3 LCHF fkR
H LDL-C PRS ARy EH | - BEEE
[ P IMTL YA ) 2% AR SR 2 22 SD R R 22 Bl 3
1 3 6% (32.3% vs 10.6% * p<0.0001) » =28
LCHF BRF AH A 8% 2 e g [ B2 1ML i A5 7T
RE#E/EAF LDL-C PRS R THEROEE S -

4. i i 2 (K Bk = B B & B LDL-C DA 3 4F
MACEs HYJR\Bsg i R - 5838 T HEERE
XA LR L M JJ B - LCHF BRE R
e AR LDL-C /KA 20U 52
2 T A s s AR LDL-C Kl
5 HURSR SRR AR 7

5. AW SRR E 88 R e B A B b BRI AR
BRERE » BAERER R ZE MDA A1 - 6 I
W 9EE A ST A AR B AR B SO IMAE RV Y B
%wg B (HAE UK 3 M b B IR AT
R 7K BRI <50 g/ K A9 HH A & [t 2= )
ASCVD {4 55 4= F iy 1 1= 8 24 (7.8% vs
3.6%, p=0.07) °

6. PEIFSRRE © IR MBI E - ke
LCHF fX&El MACEs & MR 5RE1R - H
R+ R WebQ BR R RIS EER 2 3T 2 KA
HiHE MR S i R RS FE N T2 5
AR5 5 B R e FEC IR R 2= i B
& B AR A i A AT HETAL - PTRE ML ME A
ik E AR 7

7’

A RABER LMHR RE — DR R R

AR A
1. E85% LMHR B 2B A S/ LDL-C

B Ry e = e Je R A H B
— M ANFFEIEE N EERERAEEEE - B0
70 ot gt O 18% HE B LMHR ' - By
JEARZFTEERY ~ AR A4 FER R 1%
LDL-C Ey& it i & 2 RN AN G 48 5 HERT
AIREW PGB IR - BEAR LMHR SR EREA
f#1E FH HUEE - (HE RN AE g —Em - 2
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il A A 75 38 AT BE A AE AR B B R R B g AR A B -
Rl e FHWEZ T H - HFHS T
BRI HE - 1E R 5 SE K FH ER IR 2 By
Zah o WK BB 3 B FH B0 1Y B K] 28
s 18 o A —{ERFIE IRESE - HIEET 1204
fPR FH B R 117 4457 B R0 1) VT B 35 T
G o BBERCREAHERAV R+ - BEEA FH
I 8% AR SR IEH K 3%) » (HZ K FH Y& 4E
IR (60%) ° LDL-C % F K FF 4> nlREH Bh A
TR K LI ELS FH PR FSHH fa i 4 5
%% 19 ,

2. LMHR = LDL #¥RSEABIE 4 m A0 E R A RE

R B

LMHR HESR 2 A 38 HH ApoB B¢ LDL-C i
KSR L BELBIE B Y AL SRR - LMHR A6 [ i
FEFRHH - R BR A S n] BR AR AR R AR L -
B A IRIBESR A R R 1 .

#5 Y CAC=0 WY TH 2 HE JJ 1 CAC H#E R 1Y
BRI 2% 0 K H 2 RIEE) K5 R 1L (Multi-
Ethnic Study of Atherosclerosis, MESA) fff g 2°
93,116 #4213 » SEEF R Ry 58 3% » ATy
Bt CAC=0 16 H 10 FFARADHETE | REEG
fifili o BUR CAC>0 MY R TRFEE HF R
HERS BTN - £ 2 SEREIY 1% 34 N2 10 FEREHY
50% ° WiAdEHE ~ &~ & CVD EpESB MR CAC
AR o Ry 7 4 R0 3 4 22 MERIG B R 8
SHI3 A o WFSEHE 2 B R CAC=0 AYflE £ -
CAC %41 “warranty period” " fR[EHH | SN
MR 3 2 74 » BURAEHES ~ MEA1 > RO E
Bk - EERRAE LR FERL BT Asl - SE L
B 1 St R ] DUBE S LDL-C R LRI & B
SREf - AR — B B A B R D s
Ja\B5 - LMHR A E 8T EfE 2 A SIS
FHERRTHY LDL-C E Z R R g R -

3. R¥# 100 AEIT—FAY CTA BHEHEIEAGA

ZIE LR E R

KETO-CTA fiff 52 1 80 47 '° 5% 100 iz 4 2
EAZHER 3 4.7 SRV AERRRREE - (AR —
19 CCTA iBHE » A& LABHO M A R\ B 15 H HfE U
Hoftam o SERTIASEREA - MRERE I E 6 4
REBI R B H B F|ABLHAEE 2! - faldd 100 AL 1

e — AR B N - TR R S
TEERIIRBHE - A AN R EEErRRERE -
4. 875 LDL-C AP#EBhARET 38 12 B IR b 75 FR It

PR EXRREEER?

RE A BB R RV TRAT » ERIR il i B
{5 LDL-C HY LMHR M35 » DI ik > B
HFRARZA » BIEABERR T FH 241 » EthA
Wy RS A2 - IR ERTHES [RIfE A2 E
PEFH » % LDL-C> 190mg/dL 5k 2 78 1% 5% %
YRGS B BRI AR 22 -

LDL-C 7K¥#EEFEFH1E (=190 mg/dL) #%3% g
0 Ry e BB Y BB 2 - B AR B R B B Y %
FIRZE%/D 2 15 23143 ZLETEIREEE T 948
% LDL-C /K¥E BB 5 >190 mg/dL » EITHIER
FIIFFE CAC=0 FYLLERTE 46.2% » {HH H122.8%
& CCTA 5 vl kIR BE SR » [k CAC=0 AN
VE Rt 11 statin ZEEEYIHIREDTR 23 -

ERZAERAR O PR HA#R LDL-C >190
mg/dL fJ MESA Bx 5 H#EITISE « HLl e ik B Ak
#5138 CAC= 0 Fll CAC>0 B H M LINE G
B IA 7 o HEE T 246 44 LDL-C>190 mg/dL
e Y 37% CAC=0(F ) 4F-#; =63 £9.4 5% ;
- ¥ LDL-C=215+27mg/dL) - 4F i <65 5%
oM~ HERE R K BL CAC=0 fHE] - — H CAC
>0 5 470 1L 78 5 4 R o {68 184 0 S 6% (0.4% vs
2%)** o ffii LMHR FERSBRILFES - MEREIRIS » 32
HAK TG/ /5 HDL-C £ &L » FrL CAC=0 %
I8 (55%)12 - S5 tHIFEHE LMHR BB 56 A A 8
%" —HCAC>0 FFfE#ETH LDL-C 142
RTINS ER - VD R RES IHEER I -

5. BB SR 18 0 12 BE R E B LUK, statin /BER

LMHR #E i se Ry B R 2 — — BBl
HERHBIEE N - RS SR iSO
R T PR A TR | o RIS B (CCTA
FEAE) LLHRE K ERETEEIR 1B HERE 1 - JRAD
BRI E R A S R HI BT -
AREFLLURL - MR ARG A BRI A » — B4
MBI R IRFF 2T - BEIEMEEG 8 E iy
JRBEAHE AR - BEF A HS G - St
TEAAEFEAERT CCTA IBHEE: IRy S - 5
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A FE SRR A 22 28 A B Y R G - BLIRERHY 2
5k () BESRRvREE A2 EEL ; fHX » NCPV
(ERPEBE ) FUPRIRHESD T PAV 98ME > TEA
BRE %019 NCPV #558 F A S8 = 0y ik 24 JEL g
ATHES B MR OE 16 -

" SMARTool 318 | iff9e 7 BA %M b K]
2 (JERE ~ ps ~ SRR ~ AR ~ FEERIS)
B9 $2 52848 CCTA FR 2 o BIVBEAE S 1 e Ja b
fEEET > RARA statin ZEEEYIHU B NCPV ¥
IR 6.4 mm® (MKA/Y LMHR #em#idg ) -
ifi K FH statin 26 SE (79 B & A AF S IR 1.0
mm?® 2 © statin ZEEEY)Y 5 F B e IR B AR £75 1L B
BRI $75 1L AR B AR BE B ek A AERE 26 - 58
WrMEER S - — 2 AR YE L LDL-C FHEE
A Ol ke A 2 CCTA (i~ & CAC) »
HR B AR IR R - /3 statin ZHEEY)
1B -
6. IR LI%EE LMHR 5 LDL B T8

DHRTEHAER - LANREFENR 7

{5 FRAM 2 B35 26 KR =51 LDL-C 7K HE
ER RIS S SO I R - 5
LETHIAIEAS ZRYTEDL » sG3T P DAHE G AT R
(R B2 IR /KER ] - 1K TG/HDL ~ B B S BURK
PE ~ RAEARRE) TTREEr A ApoB ~ LDL-C
FITHFCAZAE R BE R BT ~ o 155 R o [ e
% o FTDAAR A ER Al 7 [ FE 3% 15 LMHR =AY
FrERTB IR M A K 3R SRR % LDL-C
Fher - (HERE BESEE VB AE A V2R -
7. 1K TG/ & HDL-C KB RERE LU A FEHL

LDL-C S HEREMER 2

DA R R 8 H 38 2 B »
HP LA 525 TR AR EE B HF B CVD B9 2895 % i
rh B SR A R o DR 2 BRI AR VARG R
A EERI R BN EER (A AH
MR SRS RBH PR & OHE ) 27 - S5 2883
FE 0 F statin 2022 [ K LDL-C » 3R EAE 2
FRJE S - LMHR P8I 9 A — B RSS2 35 BH AR B X
ABHFE R > S8 LMHR & "3 5
B o fAMFEE R ESEER A TG AN HDL-C
ERRAHE B ~ IS - BE RS R 2k s

AR R > AR BRI S LDL-C B 2R
R o S0 TG/HDL-C FbfE H A FE B 5 SR I bt
SRR (A TRITREMTeryiEE )
a4 Feil o M IERTIE M B RGBR AR SRS IR
HDL-C 51K TG & KO HULREZE ~ R B0
[ 5 1 R BB - TG 78 RU2 o T3
& B8 2 F remnant lipoproteins ; ( 55 B 2 #E Ik 545
ARBEAC BB ZKSEFH S RS o RRER &
apoB » Pt DLELHE — 4 [ (K MACE Ja\Bs » L0
JEF IN5R K apoB AR L 2 - S8 k2 Ry (18
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Impact of Ketogenic Diet on Lipid Profiles and
Cardiovascular Risk:
A Cardiologist Perspective
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The increasing prevalence of obesity and metabolic syndrome has led to a corresponding rise in
cardiovascular diseases. Various diets have been suggested to achieve weight loss, with carbohydrate restriction
being an effective intervention for reducing all metabolic syndrome features. The ketogenic diet is characterized
by very-low carbohydrate, high fat, and moderate protein. While weight loss and improvement in some metabolic
parameters were demonstrated, unpredictable and unprecedented elevated low-density lipoprotein cholesterol
were observed in some individuals when adopting a ketogenic diet. Moreover, a subset of individuals who exhibited
a pronounced hyperlipidemic response—Lean Mass Hyper-Responders(LMHR)—have been identified. The aim
of this review is to provide a comprehensive up-to-date overview on the relationship between ketogenic diet in the
individuals of LMHR and their cardiovascular risk with progression of atherosclerosis.
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