C12:0, C14:0 R C16:0 /735 b7 A C18:1
FRIZ 3~9%BEHT H L, MFEa AT a—
JUE-1. 6~-5. 6% LDL-C 23-1. 1~-3. 2%,
HDL-C 23-4.8~-12%%Ak9 %, C18:0 /b
k52 CL8:1 FRIZ 3~9%EH-+ 5 &, 1L
Ea L A7 10—/ 0%, LDL-C 25+2.3%.,
HDL-C 23-2.8% & 1T & A EE{L LRV,
J7.CI8:1 235 kT A C18:1 BRIZ 4~10%
BT AL, MIET L AT o — L3+3. 8~
+5.8%., LDL-C A3+6~+13.9% & #E/n L .
HDL-C 23-1. 4~-12% &A% (Z DEE TG
DIHT. 8~+16% L HEIN$5) , C18:2n-6 M
BRI UACI8:1 BRI S%EHRT D L, I

Ea L AT o —/L3+3. 4% LDL-C 75+8. 5%,

HDL-C %3-6. 8% &1t 7 5,

RN & DRV F—1BRE 5% 5
L. €05z taffaliik, —Mtafofsl
B, 2 REaRfEIAE D ZE N EICE X #
X T BRI D A & BT OFERTIE, W
N ORERAER T b I iE TG MK T L HDL-C 23 &
H L7025, L, faffigii~n@E#iT
I3 LDL-C B’ ER LT\ (K 3) , »hb
Bk & BRI D — 5B % NGl ~ B
HGEEIAETIBIBE A EX A R&ETH D,

D

Predicted Change, %

HDL-C
B 3 RAEWH T R F—EE 5% %

LDL-C LDL-C/HDL-C TG
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BFENERIR I B X #AA 2 & 2 MIGIEE DZ
b k2 5 L0 51H)

JERSEA D IMLYE = L AT 10— L (Z%d 5 g
B EORCE I L AT a— V&I
BT 5 n-3 RIEMEEY v FINIT 5 M
TRE O RSZ et LTcliEN & 5,25 44 (26
~T3 B34, KM 124) OEa LR
Tu—)VIEBREERRE L2 & MMk
3 B m A — BT, N7 LIRAENS
& (no egg) #E (fENH 22% (SFA 7%, MUFA
7%, PUFA 5%). n—3FA 620mg, = L AT 11—
Jv 142 mg) . n-3 RAEMAEEY » FIP (138 12
&) {XFENTE (omega egg) BE (NEN 24%
(SFA 7%, MUFA 9%, PUFA 6%) . n—3FA 1420mg,
a L AT m—,L 468 mg). P (138 12 {#)
RAERA R (control egg) #f (NEMG 256% (SFA
8%, MUFA 9%, PUFA 5%). n-3FA 620mg, =
VAT E—/b 481mg) D 3 BEE R LTz L
Z A, Noegg BEIZMIE= L AT 11—/ 5.92,
LDL-C 3. 88, HDL—C 1. 24, TG 1. 73, Omega egg
BIMmE= L AT 2—/L 6 (+0.08), LDL-C
4.09 (+0.21, 7%), HDL-C 1.24 (+0), TG
1.46 (-0.27, 15%). Control egg HEILImiE
2L AT E—/b 592 (+0), LDL-C 3.98
(+0.1, 5%), HDL-C 1.26 (+0.02), TG 1.59
(-0.14, 9%) Toholz, {HL., 2 HDEE
L ARV HE—NTEE LT, Omega egg T+26%,
Control egg T+22% LDL-C EHMNAH B
7o, RAERAE & Ebicdh D 1AM 12 @D
YR LDL-C DBEZE 2 EFRITIALNT,
6 D—EDIKRTHRRH DD T, ARND
BRWENCERTH D, B, Mim7e LDL-C
FHDOUVARZ—=DNNEDT, BEE 1
MABEY TCTF oy I BRVETHD (26),
FOMIZ 121 HADOFm A VAT R —)LEEE



kgl Uiz 16 BElO _EERT 4 Ak
B (Rl —o~v—>FU 2 (&M
REGFOAEIAER) E72id & —) Tid, Mig
2L A5 m—/L, LDL-C, non HDL-C,
W~—H Y B THRICET L, LDL-C X
TERXY UIRE O RRBFRIARIRE & A E
WCIEFBAZ R Lz, BIES I L AT m—)L
BECIHIEO—E L L TSRl
WY HZ L CMIERENKE (LDL-C
MET) 5 @7, £72, 25 HoFHa L
2T a—/VIELERE G E L 6
A I OWATREF LBk <k, AR & —
M ReaF s e & (LFMR, 26%/EHG. 14%
— R AFIAENER) 12 4 & {RAERGEA A (LF,
24%MENT) 13 A&tk L7 & Z A LFMR B
TljE=a VAT m—L) 10%IET (264 )
% 238 mg/dl), LDL-C 2% 12%{XF (182 7>
5 161) L= LEBECIIARERE/Z L,
LFMR "G LDL/HDL LLSee#E 4 B A A & -
oo ARJENT A — IR gaFn s e Bl LD
Ea L AT e —)VIIEDOIMIEEE % T
% (28), LDL-C(102, 109mg/d1) J2HE 7 32 4
CERJEED 43 %) OJENGE (BMI:30-40) %
W& Lz 6 BREOmRAKICE & EIER
£ (ERAEHE) OF & LHERRC
. @Rk - RAE & (2 1200-1500
Cal, Bt 1500-1800Cal BRI 55%., fig
i 30% 4. & HE 15%. n=16) & {EmRAKL
Y - EEli & (Atkins &, RAK{IE® 1 B 20
g RN, n =16) BB L&A, BE

apoB

W2 T Atkins BIX LDL-CIEEE 4 & 6 D 75,

R - ARAE &I LDL-C IRE A TS

% (29),

4. REIRXNF—LMFI L AT -V
BARERBIOEEAMBE L AT 21—/

Ermbdl nb, BEXYHWE LR
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BRECIVMEa L AT LB LY
LDL-C DIETFEHfFHFTE S, HMERE LT

IEORAK % FOICER L TR E
Pz % Ornish &, @3 KEBZEDONT X
ZEM L7 Zone & (BN : B H : R
=2:2:3) . @1 AREBITX/LF—% 600
kcal LATFIZ L7z very low calorie diet,
@R ER % 20~40g/ B2 THEE
EEAOELUIHEBIWICT D Atkins &7 Y
N5 (30), WTNIZEBWTS 1 DB
R ORGSR, 35 2. 1~3. 3k g DIRERE
DIRH B, ST ERERD IR L
ﬁ»w7ﬁiumﬂmwﬂﬁw%ﬁFLk

. HEBET A Z ENHEETH D . BRI
bRZEMDP S L EDOENIE - TZHERED
RO BILD,

& LDL-C IMLE 2 51T = 1%L % — B I
FR & REEHIR S IR E RN KT T 2R % A
7o 34 M DO MEAER 22 ZERBRDRAE (31) |
kB L. TF B (IBE 35% - lRAKIEH 50% -
&Ry B 15%) . LF B (J8E 15% -+ rkAk
Wy 10%- #2278 15%) . LFE B (I8 15% »
IR 40% « X LR 7 15%) . LEBE (g
5 35% - RAKAEA 20% - # 2N T 15%) E
R U725, LE, LFE R CHRERD (P<
0.001) L7=2%, TC fHIZFREM CHEZ
%72 23> 7=, LF, LFE & T LDL-C NZENF
AU 8. 2%, 8. 0%E T L7225, LE &I HDL-C 23
46. 8% 5F- L TG 1% 22. "MK F L, LF & Tl
TF & & i L TG 2% 23. 6%##440 L 7=, LDL/HDL
Ee2S LE, LFE & KT (P<0.05) L7z, fg
BHIRIMZ =2 X —HIREITH & &5
\ZHER LDL-C IR FIEAA & 5 A3, HDL-C
DN, TG DAL T, LDL/HDL DI T EM I
BEHIBRICBIfR 72 < =R /L — 3B HUHI R IC
LDEENH DD L, KEEHAET



W@ TG MIENRRE S5, BARRATIETS £t
BT D RAMDHIRIC & 2 HEE & ReE
(LM LDL & OBIfR & A7 10 EE D~
TRFB CEERT F LR T,

T RLF —BEE 15%HIER (& > 7 30%,
HE'E 30%, (R 40%) & 1 HoOH%E
4500 NN L 729 2 THN=F 7Y A
FET TR (B —R) BB L2,

IO 2 BECIXEREIRL, KE, miF=
L AT m—/)b LDL-C B LW 16 1M A,
FNEN, 4.5%, 8.0%, 12.3%., BLV
19.2% (P <0.0001) B> L, LDL 385k
FHE13.26. 74 725 26. 86nm (2 HE 0 (P<0. 01)
L., /W& LWL 77573
(P<0.05) DE|IGIEL, 26.5% (P<0.05) ik
D UTe, B U —fEEEIE & R AR L
IR, B ATEEBN O BN X A e & (IR
ED<B%) &, LDL OBYIREE (b A 2k
ICBWREBLE B2 AT ERRBEND (32),
NCEP 27 v 7' 1 BFREE (Bii—x ¥ —
30% A, BAFIAERIEE = K /L —10% AT |
2 L AT v—/)b 300mg/ H Kfi) OEE T
7 —A N7 — FOMAEDOE TH 8 HH
DT oH LHBREBRTIE, Iz L AT
— VRT3 O#E 8% @, 3%, LDL-C{XF 23
OB 10%Q#E 4% TH Y, MEaL AT
—/b, LDL-C D& TEZORISEEICEN
TUWWiz, TC, LDL-C DR TFEITMELE & b
WARERD EFRICHBE LT, & LDL
MIED BEHOBEFRIEIL LDL-C, TC L{KE
DIETFTIZERATHLIN, 77—AIT7— R
DN 5 & DOHRITEFHT D (33),

1 FERIAEIAHIR - A Y v XL =y b
DY RERIIKT L8R EHRT 1 FHOT
U H MMERBR T, m2 VAT e—/VLE
WZxt U CHEMARIRR A A => b1, 2, 3.
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4 (30, 26, 22, 18%). BAEIEABIMAEIC

*f L CHERAIBREY A=y M1, 2. 3 (30,
26, 22%) EITHolcbZ A &L AT H
—/VIERE X A =y ;2T LDL-C 28
13.4%KTL, ¥4y F3& 47T 16 H»
20, 40% & L. HDL-C 2% 2.5, 3%{ETF L
oo IREMERMIESRES A =y 1T
LDL-C 23 T%{&X T L7z, NCEP2 ¥ A4 = v [ %&
fToT&Z A, LDL-C DIRTICHE =T
<. FBMED HDL-C IZAEREIT /A8,
BTHETIE 8%IET Lz, 25%LA T OHERAH
R, 60%LL ED &AM AL LDL-C & &
HIR T2 &L TERY, EHIZHIL-C
R T6 AW TIIEETRERERA R ® 2
(34), B L AT —ViERS X OYRSH
B IMAE BYEIC BT B 4 FEASRAHIIR & % H
WEEHM o L AT o — VKR TRIR A 27
1 R DT & SMEBER LGB Tl &
a L AT v — VIEZ KT L CAERGHIBE & A
Ty 1, 2, 3,4 (30, 26, 22, 18%),
IBAT & AR MAE 25t U CHERAHIR & & A —
v M1, 2, 3 (30, 26, 22%) &1T~o7=
&4, HC B TIE LDL-C 78 5.3, 13.4,
8.4, 13%{XF L. CHL & TIE 7.2.8.4.6%
KRR L7, HC BETIL TG 28 21.7% (& A
Ty F3).38.7% (XA =y ~4) LHL,
HDL-C BENENDEFET 2.8%, 3.2%(K
T LA, CHL B CIEAERE Lo
Tz R OIRNIHIRR A DS HC 3 X OYCHL X
FIZE o> T LL-C BRAEIIKTT 54, £
ML EDOIRERIRRIZE b2 DR & 58
Y, DR TEELLAVWEERD D
(35),

5. BMHEL MiE= L AT r—L

R » BBIRERIC X D EEE B
TeHFgE (36) WL DE, 1 H 18~21g D



ARIEEL LT, TR D0 EEBR
REROY A REED, TN LVENED
A7 PMETT 5, BRMBHEOEEN 10g
A2 5 & DRBIET D 27%D 9508,
R F 7 EOFEREGHEDE - BRI O
IHENCED TH LD L, Blrr—2
72 EDOARENERHEI I D E 0 FE TR,

EE R S IXMEE R A BT o2 L
AT u—)VIJEBFZEDOMET VAT 1 —/1
BTERT A A NaDfH AR 7 16
WO 72 RMB_EERT & A
RERCIL, ®IEMTERE 31 4 L KAEIA &R
87T £\ 6. lgAANRNaERETTTvRE 1
A 2 BN AEITo R, SIEART
TC5. 8%1& . LDL-C7. 2% & F L, {&A5h&
BET TC4. 2%1E F . LDL-C6. 4% KT L7273,
HDL-C 1 EH B R hotz, 432
(RWiliE) IRETHLINEESRI VA
Tu—UVETERRSH V., KIEHE & O
THERTIIZIEEIR FEEOMEER 272
Db Liview (37), EEIMREER Y 2 7 T
WRECRB T —YEMNMETOIRE Y
077 ANMIE 2 DR E R T 4 B O
FTRERD T v & A HBGRBE Cix, H e U —Hl
IR+ JEEHIPR 44—V % 30-50g/day & W
a2 U — IR+ AR HIBR D A % ik U 7o 3R
BEERNME S A — N T T AR OMA
Ao ® T TC(-67. 7+/-37. 2mg/dl; p < 0.01),
LDL-C (-56.3 +/- 35.1 mg/dl; p < 0.01).
apoB (-42.4 +/- 34.1 mg/dl; p < 0.01) &
BEBERET 2807, EHNLRRFER
BEO#PBNTOA—Y ERINL TC, (KL E
UREHILATE—L, KOT R B 2
L., TNDAERRETIMST LR &
0SS AREES S D (38), BIRELMEID
BT2omER., miMER & AR L Y
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AR DEEE - 10 BE DT & A
S EEBR T, R & B R K LR U
LT R E—D 0%, EDEGER
1 BT 35g LA LD mfMEE e (HPHF #$)
EFHBLEBR, M=zl x7ue—n &
LDL-C I HPHF BEIZRBWTHEICED L.
HPHF BRI W CHEERHICE N THKE
(1.3 keg; 95% CI, 0.7, 1.9; P<0.0001), #&
fg 85 (1.0 kg; 95% CI, 0.2, 1.8;
P<0.0001) . AERA (0.7 kgs 95% CI, 0.1,
1.3; P=0.034) RHEIZHE D L, @&
H - mili R BUIR R A R R L i

L. R Y 27 W15 8ET 57
REMED B D (39),

B BT RIS B A g e g
DARNEN, B 32 B DN R % 2x 72 35 4 DEARE
AT&tE CEEIAFH 36) 2t e LieT o4
27 v A — =BT, MARE (B
oY —6.4M], EHE 43g. mAKY 31lg.
JENG 17g. SFA3g . PUFAdg, =L AT 1
—/V6mg, fkHE3Lg) LHTY AL b
fe— 8t (el —7.31], A 60g,
R 283 g | fERS 43 g . SFAl4 g | PUFA9
g, ILATFTE—/L 132 mg, MiHE23g) %
LTz, M, XR—=AT7 A4 ORFET, D
2 —7.9M], EH67Tg. AL 295 g,
JENf52g. SFAl5 g, PUFA9g, IV AT 12
—/L 132 mg, MME26g ThoT-. MAEI
&Y, LDL-C %% 16. 9%, HDL-C 7% 16. 5%,
TC 23 13. 2%~ L7223, TG i 18. 7% L&
L7z, LDL/HDL HIZIZ B B2 biZ 20>
7o BARERTLCPEICRW T, EAEIFEF SR
ALV ATr—LVDRTICEHRATHD, B3
DIEHEIIBIA L LN TRIRDBF/ T HE
RLHDH, ABSE IR & O T
BIRD B BT, BHEDHEMA = L AT 8
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7T UL DBELE
Comparison 01: Cholesterol-lowering diet compared
with no dietary intervention or nutritional advice

1. Serum total cholesterol concentration (fasting and non-
fasting)

There was no significant difference between treatments for this
outcome, mean difference (MD) -0.40 (95% CI -0.95 to 0.15).
2. Serum LDL cholesterol (fasting and non-fasting)

There was no significant difference between treatments for his
outcome, MD -0.27 (95% CI -0.79 to 0.25).

3. Serum HDL cholesterol (fasting and non-fasting)

There was no significant difference between treatments for his
outcome, MD -0.11 (95% CI-0.34 to 0.12).

4. Serum triglyceride concentration (fasting and non-fasting)
There was no significant difference between treatments for his
outcome, MD 0.06 (95% CI -0.43 to 0.55).
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COMPARISON 02: Supplementation with !-3 fatty
acids given with cholesterol lowering diet compared
to cholesterol lowering diet alone

1. Serum total cholesterol concentration (fasting and non-
fasting)

Both trials reported on this outcome. There was no significant
difference between treatment groups, MD -0.06 (95% CI - 0.80
to 0.69).

2. Serum L.DL cholesterol (fasting and non-fasting)

Both trials reported on this outcome. There was no significant
difference between treatment groups, MD -0.12 (95% CI -0.93
to 0.69).

3. Serum HDL cholesterol (fasting and non-fasting)

Both trials reported on this outcome. There was no significant
difference between treatment groups, MD 0.02 (95% CI -0.15 to
0.19).

4. Serum triglyceride concentration (fasting and non-fasting)
Both trials reported on this outcome. There was no significant
difference between treatment groups, MD 0.21 (95% CI -0.11 to
0.52).

COMPARISON 03: Cheolesterol-lowering diet
compared with dietary interventions to increase
intake of plant stanols

1. Serum total cholesterol concentration (fasting and non-
fasting)

There was no significant difference between treatment groups,
MD 0.81 (95% CI-0.11 to 1.73).

2. Serum LDL cholesterol (fasting and non-fasting)

There was no significant difference between treatment groups,
MD 0.82 (95% CI -0.04 to 1.68)

3. Serum HDL cholesterol (fasting and non-fasting)

There was no significant difference between treatment groups,
MD -0.05 (95% CI-0.26 to 0.16)

4. Serum triglyceride concentration (fasting and non-fasting)
There was no significant difference between treatment groups,
MD 0.11 (95% CI -0.24 to 0.46)

COMPARISON 04: Cholesterol-lowering diet
compared with dietary interventions to increase

intake of plant sterols

1.Serum total cholesterol concentration (fasting and non-
fasting)
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Both trials reported on this outcome. There was a significant difference
between sterol treated participants as compared to cholesterol-
lowering diet alone MD 0.70 (95% CI1 0.19 to 1.21).

2. Serum LDL cholesterol (fasting and non-fasting)

Both trials reported on this outcome. There was no significant
difference between treatment groups, MD -0.10 (95% CI -0.63
to 0.42).

3. Serum HDL cholesterol (fasting and non-fasting)

Both trials reported on this outcome. There was no significant
difference between treatment groups, MD -0.02 (95% CI -0.15
to 0.11).

4. Serum triglyceride concentration (fasting and non-fasting)
Both trials reported on this outcome. There was no significant
difference between treatment groups, MD -0.03 (95% CI -0.18
to 0.12).

COMPARISON 05: cholesterol-lowering diet
compared to a high protein diet

1. Serum total cholesterol concentration (fasting and non-
fasting)

Both trials reported on this outcome. There was no significant
difference between treatment groups, MD 0.08 (95% CI - 0.65
to 0.81).

2. Serum LDL cholesterol (fasting and non-fasting)

Both trials reported on this outcome. There was no significant
difference between treatment groups, MD 0.12 (95% CI -0.46 to
0.69).

3. Serum HDL cholesterol (fasting and non-fasting)

Both trials reported on this outcome. There was no significant
difference between treatment groups, MD -0.07 (95% CI -0.23
to 0.08).

4. Serum triglyceride concentration (fasting and non-fasting)
Both trials reported on this outcome. There was no significant
difference between treatment groups, MD 0.25 (95% CI -0.01 to
0.50).

COMPARISON 06: One form of dietary intervention
compared to another form of dietary intervention

1. Serum total cholesterol concentration (fasting and non-
fasting)

The results of 134 participants in the O’Neill study demonstrated

a significant reduction in serum total cholesterol (TC) from baseline
at the end of two months in both the high-dose (2.6 g) stanol

group (HSTA) and the low-dose (1.6 g) stanol group (LSTA)
(O’Neill 2004). In theHSTA group, serum total cholesterol levels
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decreased from mean (SD) 6.1 (0.20) mmol/l at baseline to 5.3
(0.15) mmol/l (P < 0.001). This was also the case in the LSTA
group after two months; serum total cholesterol levels showed a
significant reduction from mean (SD) 5.8 (0.19) mmol/l at baseline
t0 5.5 (18.00) mmol/l (P < 0.001). In the sterol (STE) group

(1.6 g), cholesterol levels were significantly reduced at one month
from mean (SD) 5.8 (0.17) mmol (baseline) to 5.4 (0.15) mmol/

1 (P <0.001) at one month. A subgroup analysis of the 69 FH
participants was not presented.

In the second study, the authors noted a significant reduction in
total cholesterol levels following a five-week intervention period
by both stanol and sterol esters (percentage change from baseline
- 943 and -6 + 2, respectively) (Ketomaki 2003). The data for 16
participants with FH was not presented separately.

In the third study, in the STA group, the serum total cholesterol
values reduced from mean (SD) 6.30 (0.24) at baseline to 5.65
(0.22) mmol/l while in STE group, TC reduced to 5.7 (0.21)
mmol/l following two consecutive four-week intervention periods
(Ketomaki 2005). This reduction was significant as compared to
baseline values. In both the groups the participants were on statins.
2. Serum LDL cholesterol (fasting and non-fasting)

O’ Neill observed a significant reduction from baseline in LDL
cholesterol in all the three groups: HSTA mean (SD) 3.77 (0.18)
to 3.30 (0.14) mmol/l (P <0.001); LSTA mean (SD) 3.83 (0.16)
to 3.54 (0.14) (P = 0.03); and STEmean (SD) 3.81 (0.15) to 3.63
(0.15) (P =0.003) (O’Neill 2004).The data for 69 FHparticipants
were not available.

In the earlier Ketomaki study, a significant percentage reduction
from baseline in LDL cholesterol was noted in both stanol

and sterol groups, mean (SD) -12% (3) and -9% (3) respectively
(Ketomaki 2003). The data were expressed only as percentage reduction.
Additionally, data for 16 FH participants were not given
separately.

In the later Ketomaki study, when given in addition to statins, a
significant reduction from baseline in LDL cholesterol levels was
noted in both the stanol group (mean (SD) 4.50 (0.21) to 3.81
(0.18)) and the sterol group (mean (SD) 4.50 (0.21) to 3.86 (0.19)
(Ketomaki 2005).

3. Serum HDL cholesterol (fasting and non-fasting)
WhileO’Neill reported no statistically significant changes inHDL
cholesterol levels in the LSTA and STE groups, a significant reduction
in HDL cholesterol levels was noted after two months

in the HSTA group (O’Neill 2004). Again, the data for 69 FH
patients were not presented separately.

In the earlier Ketomaki study no significant difference in HDL
cholesterol level was noted in any of the groups (Ketomaki 2003).
In the other Ketomaki study, when given over and above statins,

130



sterols caused a significant increase in HDL cholesterol; from
mean (SD) 1.26 (0.05) mmol/l at baseline to 1.37 (0.04) mmol/l
(Ketomaki 2005).

4. Serum triglyceride concentration (fasting and non-fasting)
O’Neill demonstrated significant decrease in triglyceride levels at
two months in the HSTA group (-15.0%) and no changes in the
LSTA and the STE groups (O’Neill 2004).

No significant difference in triglyceride (TG) levelswas observed in
either the stanol or the sterol groups in the second study (Ketomaki
2003). In the third study, the authors concluded significant decrease
in serum TG only in the sterol group from mean (SD) 1.19

(0.10) at baseline to 1.05 (0.09) following two consecutive fourweek
intervention periods (Ketomaki 2005).
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