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[ Abstract] Hyperlipidemic pancreatitis ( HLP) is one of the most important causes of acute pancreatitis.
The pathogenesis is associated with the accumulation of free fatty acids which can activate the inflammatory re-
sponse. Compared with other causes, HLP is more likely to have the clinical features characterized by more se-
vere symptoms, more complications, and higher likelihood of persistent organ failure. The HLP patients always
need lipid lowering therapy such as apheresis or insulin therapy to reduce serum triglyceride rapidly. Assessment
of the presence of hyperlipidemia in patients of acute pancreatitis and prompt management are crucial for the
prognosis and the prevention of recurrence. This article reviews the etiology, pathogenesis, clinical features,
and treatment of hypertriglyceridemia-induced acute pancreatitis.
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SPEEAR % (acute pancreatitis, AP) J&—Ff L)
JEN B g AR T o by AR AR AT AL RSB . 1E
HEILTAEE], AP BRI R ZAER N, MRS A
WM& AP R ERER, IR AN,
I ILAE TS 5 TR A ) R Aok B iy, R E e 1
KEVEBRAR S, ONA L AP YSE KW WREAEY &
A& 1 5 PE B AR K (hyperlipidemic pancreatitis, HLP)
W UL T M =R MLAE  (hypertriglyceridemia, HTG)
AR, A e JIEL AT 0 A AR T D UL, HLP BH A
T PRI ) TR AR 58 B S B A R EEAE TR 5, HL A RN
W & 38 28 & fiF (‘acute respiratory distress syndrome,
ARDS) . 2B Hif5 (acute kidney injury, AKI) ., I
DK L A F0 22 8% B D) B8 B 25 5 iE - (multiple organ
dysfunction syndrome, MODS) % R4If K AER KA R
H N, T HLP B RHLE A BT HTG
TR AR Y TR FIRTY

1 RITRFE

HTG & Sk 25 M 38 H ol = Fg K F i F 1.7
mmol/L, M5 ZE E HFE HEZ B4 ( National Choles-
terol Education Program, NCEP) , B =R IK N
EH (<17 mmol/L) | I E (1.7~<2.3 mmol/L) .
# (2.3~5.6 mmol/L) I (>5.6 mmol/L)"
— AR, BERE I H O = EKERE R, AP Bk
AR A R 24 IR = R KL 11, 3 mmol/LL i
AP 19 K KBS 290 5% T 24 H v = g 7K 8 i
22.6 mmol/LA, AP {%&A X BT 10% ~20%"*,

TESEE, MRS 4 FIR 15 & AP 1Y 32 5 A
{BIKIE HLP 14 5 Fe I s T HoAh & R X, AE st
A B ) — 5 [l Ji 44 B 5 F 55 43 A7 T 2001—2016 4F
475 i FE AN B AP HRE, FLrp108 9 (22.7%)
Jy HLP (H il =FE>11.3 mmol/L), HZERFFEIMME],
HLP (5N 14.3% % EIH 2 35.5%, i JH 5 JB
JiR 2 10 7 FE U R AR R RS Y AP BB T HLP (1
o7 AR, T Re 5 E AT Uk AR AR A DL AR
EE A MEBIRRIGKA

HLP 85 5 HABFE A & 1) AP B A 7E 5 1
NAGEE2E5 —TE AT 400 5] AP 2 AR E
WFoT s, MET H W = KF E# W&, HLP
AR TN, BIPE . MR ] Kol R 1 A
PRI O Jo AU MRS BAESE Tk — A, 7
326 B E BE HTG (H il =EE>11.3 mmol/L) &,
KK AP [ EBF T B R 54.2 %, T HLP B3
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PRI R 46.7 % [RIRE, —TUER X 124 {4 5
HTG (b 62 2 HLP) 8 14 1] 44 9 151 % HELAF
GERIR, BEIRIE FAE S 5/ & 42 HLP 190 57 A
HED

2 JwHE

HLP f95 OR BT 2 o s kv (it t) R
AR EL AR AR ARl R TR E A
P ZEALPR IS R M s IR 2 1 ILAE, 70Ok 5 FhaR A,
Hoep I VANV BRI 3 6 HTGH i 1A I
T 3 R A oo L T A R 5 Y v R IMLAE 794G
PR AP BUMOCHGE , gk MRS LU ERAL W 54
BRGEMEPIAC, GIERE, BEIRAE  BEUR . TR
HUR IR D REIGR | AR A . Il T L 4t 245 )
S, —BOkUE, HLP BERIRELM S AP 1Y B R
WU, 5 HABRPE R 1 AP AR, HLP 84 H.
AR
2.1 REMSEEAME

B 1 Bl aE FAE s, IR e e R 2R 1 ILAE
BOAP (" AR — R TR R T S gk
PR, 1 AL IR AR 1 I SRR s FLBE GOk .
i (familial chylomicronemia syndrome, FCS), J&—7f
FUMAEE AWM (lipoprotein lipase, LPL) #lt=
ORI B A, BRI R A2
1 3E H Il = BRKF (>10 mmol/L) , J RN % B,
241 80% ~90% 1 FCS {4 LPL KPR A£7E XS5 v kP 2%
A7y HAR 10% ~20% (19 55 WA AT 5 LPL AH 1A
(18 %8 PR B 1 Y 4 A BRI 22— A7 A XL o i [ 58
A, A FEE B (apolipoprotein, Apo) C2. Hi3E
EHENERE LR G 2 S R IR E A4S 8 E A 1 (glyco-
sylphosphatidylinositol-anchored high-density lipoprotein-
binding protein 1, GPIHBP1) . ApoAS Filflig fifi filf Jig, 24
[A-F (lipase maturation factor 1, LMF1), HAj5 4
A PR G A 0045 i R PR R AR il e A FCS
BN FLBE ORI BR DR EH A2 40, AR R™ A
FEERERRRN &AL, Hik, FCS &K
AP SBFFR K 60% ~ 88% , FLH A 414 50 B fe
5RAE, AIFETCAT M4k & RGBT ZIE

VAV R 26 P IE , SRR SR e M =i 1L
(familial hypertriglyceridemia, FHTG), Jf&—fH jea
AR, B ERREEIRE T (very
low density lipoprotein, VLDL) T} & T L BE ok G B
TR T VLDL HhH I =R e b 7L BE Ok
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b, FHTG B I H I =W K5 oA B 2 E T,
P, 51V AL i 4 I E A OC Y HLP 38 3T
WA, RSk R RAREAE I MEUR . 1Tk &
PERZR GO, FHTG 835 1Y H il =K A 2 LA
PR AP FHTG BAT W 19 R RAEMERRME, 1
Hs AL i AN W AR, TTRE O 22 ik AR AR Y
4R,

VIR R AR A, SRR B & MR IR A B g 1N
AE, Je—FPEBONE AR B L . R AT RE T B
AR R L W = ER T RS BT, ApoB Tt
FOEICSBE AR MER I, LT 1 B AR i
SiE, VAU AR I AR AP I R XU IR
H— A ARG A %M, 3R VLDL FIFLRE fok 45
BT A LA SR I S M e P, (L
PR B AL R AT E . R IOERR, BRE
A1/C3/A4/AS FEIRFE AN i 46 v 0 3R 7 1 #Y kR
KA VRN IR MAEARSC, Ik 2056 P 2L [F] 4
UECE

WA, AR RV, ATREAF/E S HLP AR 5
SPEFEN . Chang 17 %} 126 ] HTG & yEAT R
SIRT R, TERCH HLP 1Y) 46 Bl 5 h, $EPELF4ifk
R N T (cystic fibrosis transmembrane conduc-
tance regulator, CFTR) 9 3& K R4S %N 26. 1% ; 1
TERAHE HLP [ HTG 85 H, CFTR 3 4 5848
VR 1.3%, Ivanova 18] MREM, ApoE B e4 S50
LA HLP (25 T B H UL, X SE 58 B4R
HLP % 7T g 5 22 Hk PRstE T R ARG
2.2 #RUBRESME

Ak S M i R A LAE ] T 2 R B0, R PR
BRI R, HUIRBRZDAEDSGR | A sl 30 e )
HeoeZ A, R . OB DR P AR I H = L 5L
BERORLR VIDL W BETH 5, M5 1% HLP |, Forf,
FRLER iR 2 g iR 38 S5 IR NG 2 1 (low density
lipoprotein, LDL) FhmEiA ¢, FEAR/MEHLT Hih —H§
WATREFF &, TERAECRE O H il =i B A E T 5
i HLP' P

YOS SRR DI OG, RS M
VLDL AE i 24 ¢, WFFERIT, DRI fff B 26 B gk
PRI 22 i PR 35t A% 19 D e i AR 1 I RE AR 5 R
AP ERE TR BB B AP MRS R 7 7E 9 R
RYEMAS AL T 5 AP, HETM AT,

FEATURRGE T, 3K H b = BRKCOE AT BB T 3 A%,
BRI AE PP T =R L x 2 e A LI s
Wi, H G2 B AR S AU %, W0 LPL 3

P2 AT, AR IR AR ™ A BTG, MmiE &
APY A R, TELEIRI AP R, 4 56% 1
BE N HLP

3 mmHLEH

HLP 1 & R WL £ 2 5 2 IR W MR ( free fatty
acid, FFA) SBURIRAE RV G A ¢, Him = F8 A
Bt R I T, (R i Al TR i = R o A
FFA, MM A REFEE, HLP B F RN S 209 H b =
i gk e Mt e 240 L b Y B D B /K A%, 77 A= FFA, FFA
Xof 3 LRI I A DAY B2 00 7 A B 1 A0 i B A
. @B FFA AT 5] R RAE RN, B 20 I PN 5 2
¥, SEMRMIRIE, mKF FFA R4 T4l R
IR T v, M o R A 2l i 5| K B R P
R m iy, S B0 P EE, AT T AR DY ) R AR
il 5% ) B AT 0 B A L, S BB IR A B
R FFA BB RR JRE NS5, RT3 R AE A
AR, WM IRSEIN F-a, FEAIIEAE (interleu-
kin, IL) -6 Fl IL-10, X% % AE 41 fd K 17 HLP &
A EEEZE, AN, ARG R 2 HLP
&R 2 22— G Y I =R K B A
W PP AR 2 A2 KR, I 9k R 1 41
2 Wb, RN A R B, PR
WRERT, PG, HLP B R o2 9 ™ o A i Bk
GERE I N 7 X6 Jt 5 4% F) 7 R R

ol — TR ETE A SN BFIE 45 R, Il R S
HLP 2 [8) 4776 W 7E (8 B AR B OCEG, HLP B H 59
HLP H5 1 B 18 T8 B 4L AN T R A7 76 B 5 1k 22 57,
H B ik Ar 5 HLP 5 e M5 56,
FEGRE AR | R A4 IR RAE . ICU ABE R AN
FET-RP ) HRHGHE , R R AR S R, S
FARYT, MASSEEL AN RAR SO Wk, HEm
HLP 34 AP ZAES R IE R & AL o] e B
TRARTUS h R R EAEA, B HLP B % 1 i
HRERE S AP RAEIRAS A R IR 56 R A T WF 5T itk — 25
EAEFRR

4 IGKREF=

HLP [iZWiks N . (1) £55 AP 2 WibriE;
(2) 5B PKFLER M NE Hh=08>11.3
mmol/L'2* | Hirh | AP BIZ I i 2 LU bR Y 2

A (1) BB (TR EEE); (2) MIEE

Vol. 13 No. 4 639



[ U 3

A S e R A T, AL IE R LR 3 £ (3)
&2 (34598 CT, MRISUEFRE S ) WoR AP BYRFIETE
T,

HLP (1l PR 26 305 FoAth J 9 51 2 19 AP AH {1,
FERINRZUEI , SR, BEZUEHE R HLP &
HAE A SR A AP I R R BT ™ 8E, Carr 574
Xt 34 WM R AT T RGcLrk, Hoh 7 WY B
HLP 5 H Ath 55 X 51 2 19 AP ™ 5 F2 5 ok 47 L 4%,
2 WFEIESE HLP 5 HoAth i 51 1Y AP 76 ™ & 2
JE T T TG 255, 5 WESY B R HLP (1l IR 4 8L
By E, B RS AER (hE, A, B
FLOEEMERE) A 1564 ) HLP H 2 5721 ) H
MR BIR R AP B B HE 6L & B, HLP B3
B RIER N ZEGIE . #E wil, SN2 HE
TR FIBET R g2

WAk, Hh =R S S AP R Z A
FEMIKAE AT SCHRSE 2 %t 3558 1) AP R AT 40T,
S5 N R HLP JBE AR T HAb B K 5 1 ) AP 3,
HIRMRIAIE | BRI | BFE I RS 2 A
W RAERE F, JET R E, ICU I B i ] s 5
K, Pascual 2550 %F 1457 {5] AP £ % JEA7 [0 B 43 Hr
K, HI =B THE S AP I iy 7 E R ST
e, HEVE W, ReEt 28w IR SE A
Ve WA BUR Y BE HTG ™ 5 R B 18 itk 3% 38 fn .
RE, —IEEXT 400 6] AP R (FLh 211 B F &%
72 h NINE Hh =R ) RIS YERT S L B, HLP &
BRI B O 0 R AR R R T H R = ER K IE
B, RREEAS B B N R A R HTC ™ B
ORI 3E Jn, HLP 24 9 1CU A B 3R i HL A B
BRI b AR5 ¥ 3E 52 H i = Fg K F 5 HLP
PR R R IE A G

H =Bk TR 5 AP JET R A AR e A A
TR AEFE R R 22 5 . Nawaz 551 %F 211 B HLP B34
FIMFSE B8, HLP 5 AL T R AR IR I R 5 5
RGN AP BE ZBIANFAEG I 2ER, —T
BEXF 230 il g AR BE A B A SR 25 R 7R, HLP &3
5 H 0 =l IR W B E ST R A SR,
AT PG AE [ N — T4 1233 4] HLP F8 2% (14 BA S A 5% 55
N, BEE I =BRAKTR TR, RENIET R R E
TEVR RN IR P33 1 2 Tk

AP B9 K AU R 5 H I = BRAKCE ARG, Y
Hih =B >33.9 mmol/L I, AP 1% & KUK fix
E 200 Zafrir ZEPUEEXT 171 4] HLP S AT SR
AP BB KRR 16% , FELH W =KV T 5 ol 1

640 July, 2022

IR R, W 62 410 151 1382k i = Fg ok
F-=5.6 mmol/L ] AP SEF HATHFIE &L, 29. 8% 1)
BEEDHEE LR AP B, 16.6% 1B EFEEZIR
AP 5% ; FEH M=K (2.3~5.6 mmol/L) A
W (>5.6 mmol/L) BE T, AP BE AR R
SYRIBEINT 5 A5 8 £, BLAN, HTG & AR AP J&
A5 h 8 VeI & . Vipperla 2513 %t 121 ] HLP
R TF R B A BB 55 & R, 18 1 R IR 4% A4 800 ik
16.5% , H:H 9% i &M AR %

5 BfF

5.1 BRHET

FRT, JRRMERL4E &Y HLP B2 12 W fia s
BEAR—F, AERBNAYT BEAR NS H b =B 77 1
MAZRM S BREIIRT (BFERRE S SR A
FIR RS ) SR R SR AP AH [
Ah, EFXE HLP F8 35 55 5 B A6 7 7 2R P R
WEEEKE . BT, F%F HLP B R E T o
RN T BRI FIFER  Ba R, m
$OE R KA HTG 254

I3 e T DA R R IR AR G b e Bk H I = R A
FUBEROR, , 8 3 MR H Ik = 1 2K - 95 08 20 48 E 40 it
PF dilaE, — ki 2% & 5 T 4 H k= e K F T
K 50% ~80% ", %5 2295 B 308 TIE 55 1 I 3K B e A
HLP JAY7 TP A ME AR BRI, A 1 T 3% & 46 i)
RSP A R, A2 3R B ) HLP & S
A2 MK B A X B A AR BT I 4 B kR
RAET IG5 22 5, vl e 5 13K & e 47 B[]
B A (A —TRE X 111 B 52 1 3K B BRI
(1 HLP £85I 58 5 73X — 363k, s
TESE 7 B30 5 0 400 107 AL 5 e B T R B
mi e B 2% 07 Ak, Berberich £ %t 22 )
HLP f835 19 H i = 6 7K 7 228 4k il 2 i 17 23 B & B8R
ROVl A I 2 e, R B = R K AR 48 h Y
FHITIET 69. 8%, I3 B3 2% FF g Hm =
i o 25 T i P R v 5 R 22 4 O 0B 1Y) A e AR
REH, XF LPL IS BRI B, Qi FCS 5%
M LA R B R AR A R, vl 2 B AT i
B,

ik 2 25 P 30  F AP N S B0 A D7 240 R i
e MR HG LPL, N FLEE GOk R e, (2 kgt 2 2R
TR AN M A B AR, DR el mT T AR 0k = i
K, AH A ORI PR B 5 R S AR SFIR T R ROR
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Z5. AR, SR 2~3 d PR H I =g
IR 50% ~T75% ", BeAh, 1855 23 n] il A
U 2 A 2R SRR B T, W A T H T =R
FFA MR, —IPPAG I IR Y7 X T HAE AP TS
) Meta /3BT 25 R 7R, 1985 AT AT BEARAE 72 h
Je B 22 A T 08 M A BT I, A 24 AR B
] 407

JFZ e JE A 2R P A LPL 38 A0, i 43 A H ol
ZERRRARHK T — T He A HLP HB 35 SR B 1 R Ik
HIFRIRIT 5 3K E 3R 97 %508 1 8 oY &
W, R RIRE M RIRIFEN—F ] 23R
77k AT P AR HLP B O H M =Rk, B
M3 B WROR A Y Wk, RS ERAFRS
J7 HLP “E4 HAR, SR, Sl &R IGYT HLp
HAMAF7E L, BiE IFAEXT LPL AR A, 1l 2% o
LPL Wi AE T FE , I 24 5 U008 8 v ZLBE SOk 38 Jn
R BEE HTG, FLFZRIEIN T AP & H i i )UK

BRI REARIAIT AL, RS 1 R —Fh A 4 il
(367 7 SR A AT T HLP B A7, IR
R AT e R v A VE R R AR AR, i T BRI 3K
R 40 L R K, DT R A1 AR 4 B SR R
He %12 &1 %t 66 1] HLP & JFJE BEALXT IR,
WM U 1L 5 R R A T R R 0 B AR AT AL
H, SRR MR 4IAYT 9 h AR R Y H I =
/KR E 5.6 mmol/L DL, I8 HERA T R4
W55 48 h LA by SR, PRYLEE TR oA 2 R0
Gl X, WG R R E, REHFAT
T, BET R ARG ] 5 IV 4 AR R A
TR I R AR
5.2 KHEFT

HLP 1 30936 7 56 0 B¢ 1K 38 H- 3k = 156 /K
Biik AP 2 &, BHHES, Hil=E7KF<5.6 mmol/L &
HRLERR B AR, (AR A B 5 54 H it = iR K F
O AP 52 K KRS 1 e B e B, HLP (B35 19 H- i
=FEE KA REFE <2.3 mmol/L A BETH BT AP W&
K HLP WK IE YT A6 e AE A 0 O X 25 3h
J7 o BUBAETE TSR AE R | BRI R4k A PR
MIBEA | MR 4k & N, DL Bkt o IR 7T B
Tt Hh = Ee A 258

HLAE IR R AR 25 4 J2 bk e AP BRI B2 T
B, Hop, DARRRZY—HRIRYT HTG M —225),
3 T DU S 2 ) R B S8 A s ) H I = g KR
F, R % SRR M T DL 2, Hi, &
R H I = R ¥ 1 259 © R HTG (92 JR 1k

HTG) BHAFENRHIAL Y, GF I A R A
3 ( angiopoietin-like protein 3, ANGPTL3) #l il 7
ApoC3 IR FIEE 5 DURR . Ak, 3 o B 2 201K
(AAVI-LPLS447X) A7 N5 8 1 i s il sk =2 A1 119 5 [
SR INPEIE ] AT A R T B HTG A8 35 04 H 3 = R
JROFH 2GRS T HTG 38 1 R R AR 1
s, HXST HLP &I K f IR 7 T BUECR i fr
T 2l RATFEIESE

6 NEERE

IAER, HTG #£ AP (835 1Y Lo ] 3% 4 38 &,
HLP # HAlJE R 51 E AP SERE & | IR RIEE S
o B ERAR AR, IR R BB T, Kk, X
THAZW hy AP 1 R85 X 07 B FG ot 3 H v — R K
-, RIS HLP B ST B AT 5 SRR T R
AW E S, IR RIFG RIS 2, RN
W R, 12 /NI =R, T AR T AR
FRERER W . S H I =FR KT 5. 6 mmol/L i,
AIfE I F DK TR S R X T HLP B, K
FAPPAR A T AT 2K e

WM, HTG &1 H Il =B K 5 AP Wk
AR B A OCHE R RR EL A A Y H i — e
Kl ik AP, I, FEAR/ZIAYT HLP I Fipy
SR W R E AR B 3 B I e ol H v =R 1
ESE R i PUHG R K S 4EH7 76 5.6 mmol/L LA F
(2.3 mmol/L AN i ft) , JFUE M35 i B 5 % V) kAT
I12BE, BR O E | BRI 2, 4R
HAH I =EEKE, g EE N R ER G &
(4 HTG, N [a) B b 5K 3R B B i A7 6 (R i Ay, % T
WAEYE HLP 3, HoH o = Ee KX R, B Rl
W TG SR AR O X, R X 3 R g AR AT 0 — 2B
5%, VATRBE Rl s AP R4 KRR

EETTM: REMHERTEAHK, BERRHI;G
T RARATRBBEAEL; BRI RTER,
RIS PATEA B R GRS R

£ % X M
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