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RAfEEE | = MBS (Hyperlipidemia)
&% (Pregnancy)
=4REIEA (Acute pancreatitis)
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Statin
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JEVF % e A BE R 2 - S —E A =R H g
FERA 2 1 2 3 A S M R 2% - 2 T ¢
B 41 i B 3% 2R SR 2 1 0.02% F 0.1% - i 7
BT 58 — 2R 3 A 2 I 2R B P 8 AR 3R
#70.036%> < 17 e = B H i g MU S R
fili 12.3%* o 33 L yNR I B8 A4 SRR A 5 - (HA]
REE R REBRIIG LB I B iE B - I
JELE 1R A AR AN ] 5K GE I AR E 2 S Anfalis
2

s MASAY A TRE b

g G B2 2 MG IR H BB L FHNYE
ANME 2 B i S A AR T it 2 i 5o B ] sk
I SRR BEY)E o 11 Say e By 2k R —50
SRR RERIVEXEERE - 55—
43 FI R S BEBL A I VR 1 B8 - #H 2218 29T —
o DR 1B 2R i i M AE IR B S AR 1
ZFEHR - eI - Ay A A T AR
(anabolic) » PEFEEERR R - B0 T RENHY
7 Kb 2% — H 2HE A4 7508
1111 Fig P e s 1 ok (ABfEB — ) - I T 2k
B » MR A S22 G 0+ Rt AU )
53 (catabolic) » FIRSZHERG YRR « ZCTEfAT
BSE A]— 7 T R BT et EG 2% s [T (VLDLL)
& I NG H I A BE DA AR T iR L AE N
(lipoprotein lipase) HYYE 14 » [FIFRF - e oY ) 2 6
714 E A (hepatic gluconeogenesis) HF % » fi A
Mg s & =B HiERI e = B (5 VLDL,
HDL, LDL %) DL 5 %) %) B8 &R HH @ 8 hn -« E iR

Wi RER

ANJHEG WA A% (human placental lactogen) fAH
o e ERERRHARAI R, 73 (lipolysis) {5 #5:3ff#
HERE R EG 0+ [F] FRp A der v R 5 SR BEL TR ot -
RItL - 2R A E 22 I IRE R ) 58 IS (ketone) (i PR
BB EI B (glucose) i i S A » 118 2258 =1
HBdfn » i R H g on - B3 2R E
Fi B O o —ikE > = BEHIMBR R R
HART ARG A 2.5 5 » {H 2R 5E 300mg/dL ;
R I EG 2 i [ e 0 1 PR T B i 1.5 65 -
e M AR R A e - B0 1.5 £ -
FRZAAINS % - (BEH 1.2 fE5rakgin ® -

— 2GBTS
(—) SEEEZME

H Al 22 = I S R ME R E A — 0 R
838 2 AE W iznitzer (I BFSE° - 78— BEIE W 12
2R i 20 i e E RS 3 250mg/dL - £H
B0y AE 53— B 6 5 TE Y 12 22 (complicated
pregnancy) #Yfi 22 Hr 2 LI FR Y R 2R A (AU
Ay AL (B8 EAE BRI ) » {52 i = B
SEEE O] 300me/dLY o S R o Z
(] = S 300mg/dl - i B Y 35 B IRk W] 2% 25 e ]
BEVRAE 10 o RIBLA A B HH T 3 0 20t g > A B
4 Y 25 i ] % 1L iE Maternal supraphysiological
hypercholesterolemia (MSPH) » A2 43 38 f Y {52
Tl A AR R AR AR T A DA (RIS RS 7 - A%
ANESR » EERBMATE SR e E Fw A
P By A AR B S I [T B I AE A BT RG - R
EREIE IS 2 V4 1F 280~318mg/dl 2] ' -
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(Z) S=EEHMBsMmIE

Z i v — e H AR IMUE R 2 B A A 1 2
(i 20 AHTR] » A AT DATHE T 158 20 R 5 e 27
AT N VY45 o SRR 73 WA ER S AE 2010 4
o iE = IR H S e € 28 5 = B8 H b e = it
150mg/dl » A] DL43 By ¥ B (150~199mg/dl) » Hr
FE (200~999mg/dl) 8 & (1000~1999mg/dl) L)
BB B (>2000mg/dl) B = B H IR LAE
(2o & = W H i = A 1000mg/dl - BH BE ¥ il
S OFRIE - RSB - IR Bk T
(hyperviscosity syndrome) DL Sz FHIRTE °

= ZipmiEEERRR

FeLb R\ B RS - P40 - SR o e
IMAE ~ R =B H IR e B R R S
T v LB DR LR 0 W PR s A
PRI 1 R AR A 1 i B 2
VIR R B Bt - i R An N R B TP
REAYFREE -

(—) K& = BE E B2 M iE (Familial hypercho-
lesteronemia, FH)

FHR T SR I F A M L i R i s
& H MR E R - 2K SR
1) B2 5 B I IS B 1 3288 (LDL receptor)
Ay & IR 7 A 22 8 (KU Ad ~ 90%) » iR H -B
(apolipoprotein B) Hi{ i 5 [X] 2€ 5 ()~ 5%) B¢
Z proprotein convertase subilisin/kexin type 9
(PCSK9) 7 - Hi Hi 2 58 35 0 15 B (£ 1%)
ISR - 382 8 H AR - L - Ay g e
F R - A e MU B RBEA L I L - 5
BV RO IR B Ko Beps ~ IS IS i ~ DA
K2 IE B - TG E R E B ERER
ERAEEH - RIBEISN SRS - FERRA Y
HEABA — R A5 T (heterozygous) HYZR
TGV = M T B ILRE S A - FLE A B, o [F]8Y
##51 (homozygous) SR = I E AR ILAE AR
R R E I —HIBR - BRI & 152
P i e T e L P K P sl e A 22 8 Py 01
AJKHA 160 mg/dL » fZ ARFZ6 = 190 mg/ dL 5
(] 2 5 15 1 B 1 1 v ] P L i 5 I M ]

P A A AHA 500mg/dl' -

FFEERGEEMIRE  BE G0 =BH
TS v DA B A 2% B s [ i v 2/ N L
AR T I SRR O M BN -
541+ BB R E & O H 0 MU R A
+ o AP AE SRR ~ SR - S RBHPTL
KA EE A R o BFEEFLARD R - K15
A 1% o

(Z) &=BH MBS M

JiC KT AT BLS3 Ry I 28 1 (primary) & =1 H
YHTHE 1L 9E PL B 2R %8 1 (secondary) vey = 8% H 1
FRIMAE - B IR i & AR K2 R MR R A -
2 A R PRI AN R B R E2 B HE AR R PR YA 7
# 5 HANIERE PR A BE AY S IR 3 Z R RS FH AR
K F DU — e g g 28 = I H s A v 229 61l
A R ERRE ~ PR P EE - JEEEIRREEY) (B
AR ~ cocaine) ~ 4K ~ Z0MEMTRESE (estrogen,
oral contraceptives) » £ U [H 7 % - thiazide 28
FUFR P ~ Sertraline ~ JiE F& &5 & 7 ~ 088 i 8%
Y (valproate) Jz FE 26 7 2% {1 ] %2 ¥ (retinoic
acid, cyclosporine, tacrolimus) DLz 28 [& fig 5
F - FERMEE =B HRMES#EEEE - K
FIE A HEY 1% o Hom b = H iR K% 1
250~1000mg/dl o — {5 2R3 0 A~ & 0 05 28 14 L
IMEFRIT R - BRIES A e RBME =%
HhlE R = Al o 7F— it gk = H g
IMLFEZE B - 0 s o e B B[R] 52 iy 2 8]
{354 LPL, APO E il APO C2 Sk 224
78 26 R A HE AR B4 B I B A H B R BB Y =)
= HHARIAE 2

= ZEMNEEENRE
(—) BEEENTE

Z i A 1] B B = (590%) BL K i (K
(<10%) ARFEHREL A R - Zedm B I Ao v
LT TRTER B S R EREN 1.39 5% - [FlF
B4 5 H AR B B PR A M [ B b A 53¢
St DUE R RE 200~239mg/dl Ty IEH - BE
] % e g 2 7 2 AT 2 e (A B [ 1
HEH9 2 53 5 6.89 51 7.99 5 10 - IRARAEIR
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o5 R 5 0 = s [ Pt 1L e A 8 % 81 B 2 S
HEA - (ERAESEE (still birth) Ji5 Gl EE g
A PR e [E B E RIS 52 B K A HE 5 BT
A (fatty streak) HYTZREELIRBHER » {3 AT REIG R
i e P Rz A e T E B2 5 DA B AR B A E A 1% 7%
AL BRI e 11 o

A TEH s [ P 1 4 2+ 12 22 AR A I A
Jif5 888 TSI S B i IS 9 B2 B B RE 1 o EAR
1F Framingham Heart Study 7 » 2% 2 {8 22 A A
SR LA b Bt 22 o o0 L7 95 9 Ja o Mgk £ 584 ot
(relative risk 1.6 ; 95% CI, 1.1 to 2.2)"" « FE52 &
M= E R M ER 2AiE A S - HEDENALELE
15 2201 M [T P 0 3 B IR st A L AR » 4
Rmn 1R AREEE - (RAR LD R 2 R EV1E
o Hg BN R » g R EHAR - A%
B 5 — 7 2 I8 M v s I P T o B 20 A 12 42
=&l 7 45 statin - {5222 BRI 35 5 NS 2 1 e[
Pt e 298mg/dl - TEAE FE R FL =18 H 2 125
s statin o 15 & F SR SHBNIR A IS R R
(intima media thickenss, IMT) #4/1 0.0625mm ;
FEEH A — 5 22 I 1 v I [ P T 2 22 9 S g
0.0125mm?’ -

(Z) =B H BN E
EANNEAN="RHmE®RS (KR
250mg/dl) DLRe 1822 5N B #e i e 2 e g n -+
FRTE » R FEAIEARBEPR S - Fr4E Sl e 8
& (large for gestational age) » 5| % 5 & DL K6
FEER A - £F Wiznitzer BT FE {8540 =8 H
T v ) i 2 A R b PRI DB - TR T Y
BESRAIHE 7.2% EFF2E 19.8% » HrhFRiRTER
JEBS I 1.87 £ ° < 1 ZARFE Z 1 FEHE R (body
fat) ATRERY HOAGAR R &TRE ~ BT ~ MEIAERAIE
FEPRAGE L » TG H & OF G UM PRI 19 i 20 5
Ry BHEH - 15 L0 25 43 1Y 5 4 1 & Y G S iy
HENGEE & (fat mass) » B R HEEEBELEE
% (macrosomia) o #F YA PR I i 20 & BF 20 =198
G MR FIRG 5 H B B BiE A B tH R -
Tt 5% 28 B A= G RS EE R E B2 T AR SR I A AR
IR PR 375 fit 2 1M1 H = P H i R R B 2 1B AH
BT e BT A EN R MRERK B

Wi RER

FA 2% 15 T 1 2 B T f P BE LK 3 #2 (Epigenetic
effects) A HE 52 ZEHHEHH Y (stem cell) Ay IE »
th AT RE K] I 52 2B 7 2 HH AR 1% B e E 2e B A
FSEAE - BN T B RSN ~ Db R 3 S !
DA B ARREA L U I A B L = 1

(2) BeEEEEANRE

152 A AR A = 2 2R P 2
SRR R PR I JE B 3 - AR - IR
RN A 2 L A B PR P

- 2B MAERFERIRIES N
(—) SIEEEZMAE

2 i v Y I P LT DA SR TV v MG el I 111 i
B T S+ i A Y A o R A e 1 2 i 0]
H] o 1 B R B 3R (et R B IR i 72 e (NICE) $
e BRI AE B RIS G /6 T - BiE
(1) ke I Rt [ e S 7 ) 7 e B0 s 2 R IFE R 25 41
SEYI IR - DAEEIRFE FEEAEEY) - (2) statin 2H
By AR = E H R S TRIERN
5 B4 F statin » S R AE R B AT AE D) EHE
) EHHRE R Bl A2 G EHE - (4) &
Pt el P 719 s 2 JEE SR R 2L 5 R R M v M [l
P ITTLARE s 2 18 27 DA s U 2L e 301 22 [ s T 3
{ T DABE FHERR RS SR (bile acid sequestrates) -
F 2 Colesevelam (category B) - Mipomersen
(category B) 3& [ £ ity & ity i Bf 5 Bl J5) (FDA)
ARG HEBE TR R 842 & - 2 15 ren e [ B L e
R o HrgE PCSKO HI A A 12 2 ks B i 658 1)
il 1 R S G o K25 B R[] 152 43 B i (LDL
apheresis) 75 J& {5 A i [A) AU 2 & 1 SR e = g
] 2 LS B S AU B2 15 1~ SR MR 1 v M [l I8 1L
EHEIRBE LI OIMERRE - A3 E 7R
A v P T e LT g A A o o 43 2 AR B R
I [ P o e - R RE S R 2 T RS 1 S
1GHE ST o HAMOKER 431 5 1L FH 2 A 12 22 ]
[+ BRIELEL - BRI R (FDA Rk
I FESEYIE 12 SR SRR — )

DU 73 Ul v e s [ e B 1) £ 158 2 5 H Y
A
1. Statins (category X)
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% B £ o 2 L B B E LR (FDA) 3R 1%
ZH AR A B 0 P statin > B EAVEEE RS
EEZART—F = f A2 B - EEEKZE
EBIPIFE R 2 BUELIE % (lipophilic) Statins {F
KPR AT RE S [ L G G k& (birth defect) » 4,
#E lovastatin ~ fluvastatin ~ atorvastatin ZE{F 8%
G E B RY - HEEEYIE LB
TEEF & - SRR L 2 G [ 1R A E Y
THE R 0 T A S EE RS« [KI It FDA i statin %1 Fy
category X o £ 2015 4 » Bateman W& 087 T
886996 il i (4 [F]IRF HH 2 BRI Fr A5 H AR By

*— : RREMEEYE FOA RSBEZ 2D

I G PR et ez g it

Statins X

Lomitapide X

Fibrates C

Ezetimibe C

Niacin C

Cholestyramine C

Omega-3 fatty acids C

Colesevelam B

Mipomersen B

Alirocumab No available data to inform
drug-associated risk

Evolocumab No available data to inform

drug-associated risk

AR BRI S — A IR A BRI 5E R ( g
BB A A R ) - EREEEY RS
GERTREME i -

Bl : B EEEUREG A G o EREARE
IRZAFN Y HGE IR S - IR E I EE Y
MERAEE -

C i : BB R B A N R 2 (%A B 205
BIE B o B RIS - L gEY R A E)
YIE AN RS AHR S - AR AR IR ER AU B iR LY
EERZE KA fEbRnTRGEE FEEA -

D #l : H e SR EUR IR A ek o B L EE
SEYIEZIE AR - W DIRRERR fL ks -

X # : Bre NGB SR ek poia A i
BEYIRN B AR » RN B -

2015 4F- 6 H 30 H FDA it T 229 10 18 A FIH AL AR R

Hi Il (pregnancy and lactation labeling rule, PLLR) »

TR 2 SR HE » OR {3451 risk summary, clinical

consideration and data » f2{t52EEEFH - HHREEFIEERL{E

H B E Y 2245 -

40%) » Hrp{EEE—Z B statin AY35 2 2l
I 0.13% (1152 {17 2155 ) » B5E statin 19 FH
SESHH B I TP (malformation) YRR (BE1TR
Ry 6.34% HHER A V2 A 5 FH # 1#Y 3.55% ; relative
risk By 1.79 » 95% {5 #8 W& ] Fy 1.43 to 2.23) » {H
TEFRE T — LR 4K (confounding factor) » 4]
QAR PRI 238 SE 0y BB B IR is 2K T (RR Fy
1.07 » 95% {E & 1& [ 0.85 to 1.37)*! » KL » 35
58 BT 9 i 5 Y S B A e Bl FH statin A 22 1 0 VT
LA F statin 2 i 58 12 2205 F4% (LRI AT » H Al
A 2 AN AT - AR EE G K
(hydrophilic) Statins &5 ] DL~ RiiE Y &
b o (HE2EKNERYSLAL T H IR statin BYZ2 1%
MERE B ENE 2 - B EHFEEE DI E®R
EREHF - TR S E IR A BRI AERR IR
RRAA G HEREFIERY -

2. EEEHS & (bile acid sequestrates)

(1) Colesevelam (category B) : &h¥) & kb
KM ERRERHGGERY - i HAREE
HRGA SRR - RIEA S b2 -

(2) Cholestyramine (category C) Wi R ZEIRFG
B o R S By R - B Ry A 1R AR
W5E » 3SRy C -

(3) PS5 Pl — e R IR AR AR 2 R s [ B
B 15% - {H{E gl sl & B vTaeE— 2 E k=
G - IR HE v M e A SRR+ 5
[F] IR ] RE R E Ml SRR A TEMEA 3R - S99 » WRE
S ISR T 7 B DF R AR (o

3. Mipomersen (category B)

J& R FUER 1 IR 2 1 AL R (Apo-B anti-
sense oligonucleotide) - fii FHAEI H 2 & T F
J& T v W ] 2 I fE S o — 32 200mg/ml -
K BN ESS o R R A s [ P Y
37% o i S EIAE 02 K2 i 0 4 A A e
JEE KL e Bz By B % B AL JRRAE IR (Flu-like
symptoms) ; SHIMNEEMH#EME - Z L AR E
JEE T Dl e 52 4 B B M I Wge s &7 » o 3001
T TR I DhRE - EYINETEIE A BB E G
RAEGEHE - HEHRE AR E » fw2eE A
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iR R 2 - HRT N AREZEYE S o0
W > AR ZLIIRIBEA -

4. R AR S (& 53 BiEfliT (LDL apheresis)
B R AR 52 1 1 v s IR P LML
% BB SMEER K & apo-B WIEE M H M
WIEER PR ER - A BT B R & A gL
Pt 5 e iy v DA O 2 et e 1R B U o i 97 1 TR
% ~ SRR EDIREE (LA E B RAEHE LAY AL - R
Fe B Te DA g shae - i H eSS B
B IGAE T 1SR 22 o 4E 2017 4R rp 3 ]
I i e Bl M Aol A 22 oy HE (1 1Y 2017 4 5 18 155 3
b 95 A UMM AR 525 B R VG % #8 5 |t $2 ) LDL
apheresis 1] D% F& i FHE R AV & FRIE M &
i [EI RS I EE 2t LDL > 300 mg/dL 832 A O
SR SRl LDL-C > 190 mg/dL [y 23 -

5. Ezetimibe (category C)

B E R - KPR A B0 G
JE - {HRF SRR R R o R AJEH H R A&
EA 1050 E - FEZ B R S ke s
PRI - IKIRE - BRIEFFAL B F 4 AR
b SRR IR AR -

6. PCSK-9 I (Proprotein Convertase Subtili-
sin / Kexin-9 inhibitor)

TERAE R e EiR R 2 28 » (et
H B % (degradation) - FDA #£ 2015 87 H Fl
8 H &t —THAHRI 249 » alirocumab Fl1 evo-
locumab » F A 58 FHI It 268 o 111 i 8 78 00 A £
BRI 32 AN R B o IRF R 2 R RS -
alirocumab J5 /i3 75mg ; evolovumab J 45 [
I 140mg B¢ H 420mg - HHiTEHIRIER PRI SE
%3 PCSKO 1)1l 751 o A LG 5 28 i [l P m] 53500
50% 1 H AR L I 2 95 JEUB# (odds ratio for
myocardial infarction, 0.49, 95% CI, 0.26~0.93) -
2017 4 3 HAE#E A~ NEJM ) FOURIER #iff 7%
2535 {8 FH Evolocumab 7F &L #& {5 A statin 19 A B
b BAEEBR A R Y R 2 o (BRI
ZAIF FARBE ] E RN R A E o

Wi RER

7. MTP fI]7] (Microsomal triglyceride transfer
protein inhibitor), Lomitapide (category X)

MTP £ [ g Al Bt =] 4 i = & B 3l g A
apo-B i & R 5 R 2R T M [ P -
FHEEY)HIHI MTP & HRIE M - 7] DUE SRR
VLDL f¢ LDL fEHRCR - AR FRIRES 72
T e M ] R L » P S e PR 2 4 1k LR ¥ %
R M E PR H TRDTER M AR HEE -

(Z) S=EEHMBEMIE

E =R HHIRMUERIEHE © 16 H HARZE /N
J* 500mg/dl 2 FER Sk Bl R 3 AR - SERRIY
BEFHREEEABNEERSE  BiEER
Bili - dir 2 & Bl DB BRACEH BB il - H RijE
2R e — e H AR V6 2 2K B R B i & 1Y
TEEE o {F Alyse HY review H1 » B 20 1R R4 =
& H NG 4 mmol/L (355mg/dl) ~ MM
e — B EF VIR IUE R 5~ B AGEHE iR ey R
TR BT 3 25T TR M A R B8 1 R i 2% s Sy 22
fir » R AR A H B = BE S - 40
B EFAR 10mmol/L (886mg/dl) » FEZZEE /%
200 b g B A RHEEIE ° o M B R B A
LR EAR S B =2 - Horp o 5 95% #EE
AAEEE =2 20 o SRR R 0 S A = B T
HHIE KA 1000mg/dl LLECKHA 2000mg/dl FF 453 51
2 ~5% 1 10~20%7

Wi PR b v = 18 T 3l g IO o 5 B ) D [
EANPEFRIAEAIRE RN A BR » 8RR ]
DUBGHE B 2 AZHRY » [RIRF RS D ZH P 228
PEHIMGEH SR L S - TIREER,
5 glyburide FlI metformin (category B) ta] DA
F - ABERIR b — st 5 0 0 T B o SR 2k P o] 2
B A IR o Zdes e =M H b MUE TG EER %
ARE TG+ DLUN G B 2ol e = PR T
B MAEAHR R BEEE =X

1. B AECHE 7 X B AR S HE R A B & (very low-
fat, simple carbohydrate-restricted diet)

g b BRI RERR /NS — KRB R Y

20% » A5 2B SR 2 RS 95— K RE /Nt

10g - B2 RIS - S SuLFR IR
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(essential fatty acid, EFA) iz » nJRESSZENE SE A
SRR IR E o AR - ANSRER B P A
AIREEL B AR A S » REFEMHRIE - /T
RESE P I PERI BN R - B M I R E R E
RS ERE - B =B TR IR - DINEEER
BRI E - =R E&SAIRET - 1T
DIZE R 5% HizbE/K BElieE 2y - ik
ZRAL A YA 1 i B LA FH A AR B & by i 5E %
HI=F& H g -

2. B =R HilEgEY)

ek = B T i e 22 P B s A R A E Ak C - 7]
FE AR HAAL B AT R B G 5 Rl RERY JR e i - A
HhE A - pan

(1) Omega-3 fatty acids (category C) : HJ L
B R R Y S B E 0L LPL - IR
#r4: (lipogenesis) » (KA [ = B H R HI D)
2 REI AR = BEH R 25~30% o —fikesd
ate A DABE ] — K 1~4g/d > ARBRER IR S E G T
AR & o H R RWIE N EE B ATRES 4T
R SR RN - RRRE W R &
I AERE -

(2) Gemfibrozil or Fenofibrate (category
C) : {5 F & gemfibrozil 600mg — KK » BY
fenofibrate 145~200mg —K—2K » Gemfibrozil £F
BV R B AR b O % - A e EE IR -
FLEHEFREETRENWHRDE - Fenofibrates 7EH)
YEEY  fE SN AR RRI &R T
SR T R - BENFTF L IHRE - 12
Z1 HA {55 F Gemfibrozil B¢ Fenofibrates #[i%
RV AR - L2 REEEE
B - BIAE—fig sk - Gemfibrozil £ 1545756
= ZARRAE A T REAY BB T AT RAGE A 228 -

(3) H # B8 b5 I (Medium-chain triglycer-
rides) : —K 10~30g » H S5 I R HE A A B2 1R
HEER R OCE AL - e AZLEER
Kz - A] DAPE Ryl o3 B A (8.3keal/g AHEE A ik
KALEVIRIE H'E 3~4keallg) - E TGP Z
JAG (acetyl coenzyme-A) » BN ST BEHH
A E ) - (A FREE L ~ TEH: ~ JEAR
BRI -

(4) Extended-release niacin (pregnancy
category C) : FAMBMERIAE ey B3 - (R &
FE AR niacin 78 & Ry 18mg/day - HELEES
BAF AT ZRKIE - 75— K 500~2000mg/day
HOBI &S - T LIRRE 10~30% =B H il - 12
T 10~40%HDL ~ 37 [, 5~20%LDL - 35k =50y
B EEEANZ N NERE - WEAEIE AR
PP IS IR & - KRy —BHAGAR {2 25mg
AT RE H B A AL - AR R A 58 1 I i
500mg FA%A A0 & GHENR IR/ NEE L BER] - B
R A s O AT RE H B L
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As the age of mother with first pregnancy became older, the prevalence of obesity and metabolic syndrome
increases. In such women, hyperlipidemia are not uncommon during pregnancy. The risk of complicated pregnancy
as well as the perinatal complications of their offspring increases. For example, hyperlipidemia may increase the
risk of preeclampsia and acute pancreatitis during pregnancy. Dyslipidemia in pregnancy also increase the risk of
premature birth, fetal underweight or overweight; and the offspring of mother with dyslipidemia in pregnancy have
higher risk of cardiovascular diseases when they grew up. Due to the physiological hormonal changes, blood lipid
level would raise to support normal embryonic development during pregnancy; so dyslipidemia during pregnancy
does not seem to have a very clear definition. However, severe cases of high cholesterol or triglyceride during
pregnancy often indicates familial dyslipidemia. Clinically, proper patient education should be implemented before
these patients became pregnant; doctors need to remind their patients about the risks, and do early prevention for
related complications. At the same time, the increasing number of pregnancy in women with advanced age indicates
that some of these women already know that they have hyperlipidemia, and some of them may already been
taking lipid-lowering agents before they become pregnant. Most of the cholesterol-lowering drugs should not be
used during pregnancy; therefore for obesity, diabetes and/or dyslipidemia pregnant women, diet control, exercise
and weight control should be the main mandates. This article will discuss the impact of high blood lipids during
pregnancy, and how to manage. (J Intern Med Taiwan 2017; 28: 287-297)
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