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Abstract: The incidence rate of hyperlipidemic acute pancreatitis (HLAP) is gradually increasing, with the features of young age,
severe conditions, frequent recurrence, and poor prognosis, and recurrent HLAP has become a difficult issue that needs to be
solved urgently in clinical practice. This article summarizes the risk factors for HLAP recurrence and corresponding prevention and
treatment strategies. The risk factors for HLAP recurrence include dyslipidemia, abnormal glucose metabolism, obesity, smoking,
and drinking. In addition to the early treatment in the acute stage, HLAP requires long-term management, including effective
control of blood glucose and lipids, diet regulation, and cigarette and alcohol withdrawal. As for patients with unexplained

recurrent HLAP, genetic testing and gene therapy may provide novel diagnosis and treatment strategies.
Key words: Pancreatitis; Hyperlipidemias; Recurrence; Risk Factors

Research funding : The Science and Technology Project of Inner Mongolia (2021GG0234)

SR S2 (acute pancreatitis , AP ) F&—FIfi R 7 L
(1 Z2ERE R (4.9 ~73.4)/10 07, g IfLAE R 2
P JiR AR 28 (hyperlipidemic acute pancreatitis , HLAP) J&— 1.1

1 wESH

HLAP 9 % B

P I A ARG S 5 SO H I =8 B2 T g
AP, BRI EIB AT & a3, 295 A AP R (1Y
30%" . HLAP 22 LUH il = EEFH e 3, A I [ s
e AWIEE S E R IR 25, BET, B AR
HLAP T A I PR iR 55 ff o B xRS . PRI I, A SC 32 225
XT HLAP 5 A AR RS2 R A I R 3 B AR I B i R
W& HEA TR o

HLAP {955 B AT 43k W 2% < Tk M Rk & 1 i 2
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ALFE TR IVASAV BUM G 52, el 5 [ HLAP 12 1
RUFNIVAL T AL g 55— Fh i e R Btk it AL 9
w1 Jig 2 10 107 B (lipoprotein lipase , LPL) 2 g 57 4 #l1/8§
#HEEHC-I (apolipoprotein C-1I , Apo C-1I Vi = FrE,
B BRFAE Ay 15 L8 AR 1 L H Y = R K SF LE
JIEL [ Pt S N R B T e . JLEE ] SRR R A SRR AR
IV A4 1fi i 57 5 e 22 Fh 5 SRk X 5 PR 5 TR 2R AH B AR
B ZRa AR , T BB A I M AR B A AR
Fhen H I =R W T R AR [ K I s e, —
f T AR B HLAP
112 #ABREEORMFF  ERMEIRE G
AR LR UL, 22 0L T T AR IR e 2 ) b
PRI AR AR A5 . RS A B T AP B AE,
A2 HLAP A3 2 — o 7R REAE T, b B K
S P I R R T e SR R R 400 B N T LT, DA
AR IR . AR, JE Tty T 2540 I m o) S5 Jk A
AR B BRARAR 5 IRFE AR o 1 BRSPS R 3
PR G P J 85 28 7% it =, (01 i 2 1 Bl il 0% 2k BRI,
7 2 248 JBCH il = T g 7 TR 0>, 3 1l H e = R 7K -3
Tt 2 FE BRI R T 5 3R U P 8 N R
i, TR M H il = KRR
1.2 HLAPH A # R &
1.2.1 ffg% MARARTS B A HEGE HLAP & &
(Y 3 A R P 3 22— Sk L H = e >
33.9 mmol/LB} ,HLAP# 5 B 'k , B kK F ik 16%.
BF5E O Z W 1 B 0 il =K P S 44 i 2 HLAP
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12 HIh =R IURE 9 R4S B 5 R R 4 52k 06 A 1 TR
JEST P BA S BF 5 S A A B S R I = K i T
5. 65 mmol/L 1 BE 511 IR AP =54 (1) 52 & AU 1 i %85 )
G, FET 12 X H i = a4 i 00 4 B 24 7] BB 5 1
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I R I 2 1A R R it A A S R AR T B I

5, 52 MR SRR AR LG A 175 R SRR ZURFE . BRAMH I —
P Xk HLAP 52000 , i o2 i v A o5 %% B2 i 2 T 2 HLAP
A ST FE R P 2R FEIRY Y TP b R T LIS . HA, 7
H = BERE 2 5. 6 mmol/L DL R 24 ML H iR, &
T , SR e HH =R T 2. 3 mmol/L A A AL
T AP & . HLAPWE K 585 H Sk &k HIE
B20W I A TR K6 2, HLAP BB & % 4% LA
% R EE G Y KIS RIS IR RN = 5k 35 ]
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M WE DRI B IR ST FE IS TR R (OR=3. 964,95%CI : 1. 230 ~
12.774) 4 3 R 3 A1 5 KA 00 R 3 OB R 1Y)
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W, I OB PEARER . — T8 A 317 91 5 3 (i R
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KIS G NE . B0 W2 5 ) 2 A vk
PRI , QIO it BRI EE L S i A T2 e R A s
2 A 1E (metabolic syndrome, MetS) . &I MetS 1Y B &
B B KM HLAP, & & B3 2 2 4% . H &bl
Tl T RESE A A B MeetS £ 35 v AR A i i 16 Jon R e
TR IS AR 75 S S R A i P A 20 il X MetS S HLAP
B A TE T R E S AT IR S, B A
Joa (RPIR DA AR 2k IRV, S B2 K I 9 1) ™ i R
W dn AR
1.2.4 A ARE WIHTE 5 RECHLAP B 2 & AE
— TG4 A 88 il HLAP [ 25 19 13 i fF 5 2 45 SR R, 5
MR A B AR AP 52 & 2209, 8% vs 39. 0% ) Fll
52 RAEHR(50. 0% vs 77. 8% ) =5 , I HCMR 5 3K W T
B0 B 50 3 A 22 9. 19% 1 36. 4%, 22N E 20 Birdl 5 s
W2 A2 HLAP &2 & 19 0 57 fa 16 PRl 26 (HR=6. 3, P=0. 020) .
SR, W A HLAP &2 % BL i R W . Fe 223
HH 5 H R 25 3 3 398 i 80T 17 38 AT A2 9% 400 i IR 1
Az TIPS Ak . et T AR
SRR ) B T, TR AR E R 2 5
g E AL, SECHLAP & AR % o 55— 0 n] i i
BR300 I A B S 52 Mk TR 26 1) b 35 7 s I
R (P<0.001), B3 34F R & KBS 32. 2%,

BEAM IR 5 HLAP BAE G R B, WIS A B2 AP
FR 3 PR, ] B 2 HLAP A5 IR o 3PORS 1) T 6 v 0 e
W A ER A, DTS /IS i LB TIORE () 23 o 3K BEZLIBE L
LT WA R S, BT AR, 777 2 R 1 U0 25 g D 7 PN
i, SHCRER H i = BREE RS A LR, SR 43I IR B i
& H (very low-density lipoprotein, VLDL) . VLDL Fl+H %
JENRHE AKF ETHSFELDL 3E S P36 &2, M 3 A H 3
SFRSE N Sk R AN = AR IR & T AL i VDL
G300 BELRHAE 7 43 A L B 358 T e 25 B 105 1 DA g iy 4 482
R 75 S H b =R e 2. — i % HLAP &2 %
S R 2 B MR ST 2 R L AR 5 HLAP &
e UA S HLAP KA YA 3 s VIR 56

2 BIT

HLAP 75 2 R IR VG T . FE K2 B HLAP 5 il
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HTG) (4 245 9 3R 97 32 22 LUK H o = R AKCOF B A8 T
5. 65 mmol/L( A SCHEk B AL T 2. 3 mmol/L) Jy B xR, LARE
IRAP B L R . B T H TR Y 0 R EE AR 2459 , 1]
W LR 25 AT 250 AR A w-3 fR RSN, — Lk
FEIZE W EAEDE R LU TR A TF HTG! ) i 26 3
PLPTVE F LT TR I 1 1 1 2885 25 1 C3 (apolipoprotein
C3, APOC3) FlIME =N EREN 3(angiop0ietin-like 3,
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TH R I A T B R L 0. 1~0.3 Uskg ' -h!
(14 SR TT 4y ) /N s S0 AR 7K SF s 12 /0N )
HAIh =K. — B KSR 2 2. 26 mmol/L VLT,
T 5% 7 2505 LA B LE AR IR | 74 11 7 2 R DA 4k 35
AR IE o — ELH 0 = B8 K KT 5. 65 mmol/L (38 %
TE2 ~3 RWNIAH]) , Fbk i 5 R & 2 BT 457 1k . HLAP
G IEREIR S R WK S S R T GE HTG . R &R
T E X PR HLAP (835, R 312 IR S8 W] g 47 LPL 5§
HEFB N TR B H B A A AT E . A
G5 P R STIAY T 5 I B B TR T HEAT HORL, 4 R R
TE 3 RNFZEH M =06 T RERARRL, o i i
PRAE R 2R HSO6 HLAP JEA FR I B 3 R 3 L
U ST MR B 25 AR RS 2R, 1 ~ 2 U/h ARt R
Al G, IR T HLAP B9 36 97 M (8 75 BEHL X BEAF
FEMMPAIESE

JHF 22 5 10 5 R A, TR 0 P Rz 40 A R i
LPL, REAICH W = BE Ko SR, 3R RS0 B0 I R A
LPL I, 24U A7 LPL I AR AT HTG 1 &, St
[ B JHF 25t 2 398 in g R s ot ) XU o 2 1 1)k 26 KL
B , HLAP f8 35 fdf FH R G775 R .
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BifaoE , NI 7E HLAP AN [F] B BOAAEANFIVE T o %00 H]
TEIRYT HLAP J7 1 T 32 W LA, AT AS [F) R B st J 3 1Y)
a1 R A RS O i i Ak iJ7 2 3 B AR I
HCE e U Y8 K A OV U AR R K - K
IR D8 2o | 2 5 e Pk - e kI S T i Ao % i 2 ot T
BT A I A AT LK I Y = R AL
JEE R 25 B, AN AR H 3l =T /K ST, 348 AT i > 4% i 240
i PR 0 A T T T S K
N7 30 A2 AR o R BT A R A . LT DR ek i 3 A mT R
T A ALK R 1 P 0 il =R KO (L2 T AR i, RS
il 2 B3 07 125 I 1 TR IR i 7 Rl R 8 R R =45, DAL 3 P
T L) 5 Ok e 2 K i A L i
AT AR BRI N B R 15T 2 4 U T
BEAT 0l e TR M IR v S L AR K- K R A
2 S T K - K YR 3 AT D 3 R S VR A A D s T
DI BR/INGT F90 5, 2 1F R AR S /K R A o 25 0L, AR AR
Bt 35 FH T HLAP 4k & 200 B 0 40 sl At 2% B D e
RERgS . H RIS RIRFE A T I AT R B R
AT, PR, T T 22 O R AR | TR P B 5 LAIE
SEHAYIEA

2.1.3 FRAALE(COX-2)47# 7  HLAP & HA HiE
0011 1), DN AP 25 1) E 0 2P T A 8 110 i e S P AR
GRSV TR B o FE AP L], Z AR R A AR
TNF-o IL-1 . IL-6 . IL-8 F1 COX-2, i Bl B I i G 34
IR ARAE R, NI B3R G P R SRy 25 B ik o ™
RHFFEE I F2 Go bk 9 0 BN 255 A AiF A Al ke S b 3 B &2
PR R, A SCHR YR, COX-2 3R R, 1) n Sk
A7, B AT o A ARG I3 TNF-o 1 TL-6 7K - LASA 3 Fil By
FAE R AR A 0 E A ] B 3 ] AR IR YT AR, TR b 2%
ff MR o FE R Y AT L 155 IR INLAE S5 55 ) s 8 v e B
BT BGRIAITIE ) MR E AR NAE . 5 BE SRR
B TATATIRYT 1 BUR EL , 200 H A 167 R B R IR [
Pt H I e AR B R A R AR IR AR K
I REAR (P {EH4<0. 05) o SEALHNIN &, 2k H & A
= 1R fEE A M W R PR B BRI B A5 43, AN (U SRR P 1)
IR AE A, LA 2 A N 1 B A, AT 3k 3809 95 1t Al
AR o (RIS, S B AT R A% 30 i ven B IMLAE 5 | RS 1 240
Bdi™ . P, S8k E A 1 —FiA YT HLAP B35 1Y
TWRAE 7 i T B — 2B A I 5 S0 TF LAk R

2.2 kB

2.2.1 #E#lde s HLAP KBV F 20 Bin 2R
I3 H I = BEACE , AR IR0 5 & . H il =R 19 e fE:

IKPAT i A W8, $5 2 1 5. 6 mmol/L 2 FAH H A7,
HETERR S H M = B KB AP 52 % XU B4 558 5L
P, 07 H I =R vl RE T T 22 2. 26 mmol/L LA T, A fig
BT B E K o AT B 22 B E AR W T =k
FHHLAPE KWK ER . 9WIGIT LG RENE 25 .
DR 25— B2 8T7 HTG I —26 258 . DU 240
) S BRI T UG A A AL T (T 2625
FEEARH v = ER A VE A5 SR Bl . el 5
DUREZ 25 i R0 R, X6 Bl (o ) DL R 25 25 T vk 7
SRR HTG B3, % A . —42ia
TN A0 G 32 BRI A R . -3 I8 7 5 .
I B AT LA AR 3 = 1 K S L — I s BA 9 BT
FEUOUR B, SRS 25 A T 1A T B R AR L, e 24
Wi T 12 A 5 HLAP B2 R R K 75%. Hit, &
FAEIEIT IR P IO AR B

2.2.2 ¥H A RYEHLAP B OB bR i B s
BRI ot MR I PR S v i I A TR R 48 1) K A
J& . B, 4 B T IR HLAP B R R AR, 45
LB 3 AT LA s A 3 7 5k L IR Z AN g 1 %
W97 o LRI 7 IO MU G H A ML 0 A 7 B TR
P RIA T . DOIRFEFE IR ISR 2 o s
JHE) S UK 26500, T2 B S o 3 7 i O e
AN R 5 UM . RRIR IS 25 W A TR B 4l
MIIET RIS W B 258 . [RIRE  WEMEBE — 2 2454
] g A 2 2R 5 B R . TS i o g
A 7 ORI T AR A 24 3k B i W H b i B R
[R5 2R YT o KT R IR A R R R VAR
WA 8, ADSCRRIBERR 9 A 4E . H AT — L BT EA
IT R IEAEESE IR AG T Al M H AT 5340 S £ i i 25 43
TEPER AN AOYE 1. ABESE S C S, B SR
3 400 A T MR TR B B R /0 B R B 5 2
JAR AR B T o SRIT, % T L AR w2 i B 5 AR R 2
K AR IAT B ST , H R G SCHRIAE | i A T i —
A5

2.2.3 AREEMAKRET HLAPRH ] 0 8K
PR PRI B 2k R P PR S, JHL o o R £
AR 381 S R P P45 50 . XoF T 8 HERR 2k & 5 PR )
F FE DRI 8 5 1AL T B TR IR YT VR E A
I o oA 0 1) o T 1 G 16 4 0% 19 s PRI Bl 2 T
e DRI A ) B A T S IE L R 2 R LR A R
DU AT PRSI« (1) A B S0 s 5 (2) e A5 W i
Mt AE I (3) gk ARt I R Bk (4) BB TR B
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(5) BATRERAFFE ; (6) A= b2 Aabr ™ H 55 . HTC £E )2
Z BRI, A DB SE ERIR , 5 HLAP AH G %
F A LPL.APOC2 , APOAS5 . LMF1,GPHBP1.,GPD1%7,
J 5 HTG 1 B PR 2 R S 5 1 At L B8 fOhE I A5 25
AAE (familial chylomicronemia syndrome, FCS) , 5 RN
1/300 000, 11 2 & 25 F 8 8ok 1L AE 25 -5 1F (multifactorial
chylomicronemia syndrome, MCS ) J& — 1 22 3 K 595 ,
I3 R 1/400, AR IK B JRAE X FCS FIMCS 2 X HE 2,
HFCS B R g 3 B H TR £ B 1 el 31 5 H 44
A 20% , LAV ZLBESORE Hh —BR . #E MCS ik
00 S B A (SR BMITIE ) Sl (I pia (i
BMI<25 kg/m*) fIf MU 38 B0 B, H A 2 0 /0 JF i 3 A
VLDL A=Az, 5 FCSHIEL , 4k &% P 2 i 48 MCS 1)
EHPERE T RIEN ., R nRENR 25 W7Ed T MCS 1Y
HTG J5 T 5 AT %4, 1M FCS B RS R4 T 1T e KB EE 11
AT AL ] AR 5 A7 E I R HTG RS ikl R
RN B MEIRAR 4 1) FCS JE ] BE3Z 25 T L PIAYT .

Wi 25 5L R ARG I A 5 P R R P e S i 2, 402 [
J7 HTG BIH 254 IR RS v, BTty Tk S A U
B, RIERXT mRNA BELIBTEE (100 8. H AT E 7R I KA 58
(A2 I CFEAZ AT R AN/ HE RNA L 5 08 B R A 2 1
#1354 PCSK9 ., APOB ,ANGPTL3 . Lp(a) .LDLR Fl APOC3.,
APOC3 ST ER iy BRAR B e JE 4, RO B KR AP FE T &
APOB R 11 I, F HBA T LA /N g3+ sl e B e
P B B S BE , APOC3 1 L] LPL 36 1 , 9 1 LPL
AR S H I = RN AR — Rl R SR
1% 387 25 Volanesorsen 42 APOC3 $Il I 57 , n] FEAG4% & HTG
HRH I H i =8 (COMPASS 36 1 | [ EF, 5 &b — 101
S 42 B Y R % 25 9 AT AR AP B KUK, VAT I
BT WIRIRE LL , 5 47 300 I 1 AR 42 =540 R A= ZR R IR 74% .
2% J& %] Volanesorsen A 5 B L /N b ik 2> 108 15T ), Jor A
volanesorsen H, EEIX,’K{JII@EEH , {Eﬁ*ﬁ% @%ﬁ%ﬂ:‘(@mz o
ANGPTL3 8 FIZE A B, 32228 i 0] LPL AT K B
5 SR T B AR o A AR B R 3 PR S — A
1] ANGPTL3 B/NTHE RNA . 76— T it b s JE 2 A 7
o1 16 JE RRFFE 4 e, 22 100 ~ 300 mg M55 45 B2 KE 3
FEPUR 2 N EESHAYTT 12 85 (FE5 1 RRNEE 29 K44 2h),
12 H I = G FE A 61% ~ 65% , LDL-C F#AK 45% ~ 54% ,
HDL-C FEAIK 14% ~ 37%, IF AT W & i ¥ it e e . H
AR TEIG IR 5 . Rl $E m iR Y7 4 HLAP &2 &
WA T R A FritE— B oR .

3 TErEIEE

3.1 skgiEE X RCS #BE MR (<5% ) %
T 0075 7L SHORE A S AR AR ARARME S it o 3 o
IRETTRES IR E TR B AR IR A R = .
173 A I R T A T AT B R AL TR AN
FLEEORL , B LART LAFE &4 s b % 1 Ih =, F L
i 5 45 A 1 245 0 3R E9 10% ~ 15% %) (iA5—
PRS2 FEPE 25 W%t T FCS Y w5 18 I 2 T

Xt T ARG = g AE £ 3, KA I 3 I 3 T
Vol R A W T RE o PRI IR 8 B0 AR R v Il bR 4
ey, A H I =R KOE REAI 45 1R £ B M P ] 6 42
ARG 15% s T/, R, g RS s 3 R
Wl DRk SR 2 AR U RF IR H I =l A oAb, R
4 IO 3BE G VRS 1B ARV F A i = R KO 1 259,
Ivi) i R A5 B PR s IE ek AN 28 A AIE S S B A
ST L)

RETEEXT HLAP &2 & T Hl i 2% H i Jc B0 16
UEBE 22 AR, — 3 2 vl HTREME OSP4T 4 BEH LT B
WFSE T IEAE T RS BEHLK 52 S PN 28 J 2 4 7
Y1, W41 R ) g 5 A B B AR, — B o u R kR
(15% Rg 7 .65% WKL A4 . 20% A i) , —Fl b 3T
5 T A 2H 2L 0 b i fa B IR B (30% AR T . 50%
A . 20% 55 15 ) | B 9% 55 20K B A i 28 1 12 R
05 X TR iR 8 B2 A () 5 o
3.2 A RGE  BRIEY R HLAP & & (90
TSGR R ZR  WAR 2 5 A P A P R 48 1) SRR UG A
1, A 40% (AETR MR E M 13% ), MR 35 5T 25 o) B 1 i
M4 o — TGN A 93 0] K 2 B O T F 549 ok L, W A
B A T T 2 PIAR R4 SR Y R AR T . R,
KT W ) HLAP B85, B mT o /e 52 -

TAG I 2 HLAP 52 % A G i PR 22 WA mT A
R IR INUAE R B HLAP & & . R, 8 % T
TR HLAP 2 OCH 2, AP RN, 50% LA LTl i) A8
T s < 0TI A T S0 R A 2 LA 2 % F XU 348 i
PIAS LA b 00T AT it v i AR B 2 2%, AT RIS HLAP &2 %
U

4 INGS
BEAE ANATAE TR K B3 = AR 45 1 ek  HLAP

FIRABAET o ZIRAT 5 SRR e, B R g PR A
ANJSARIR , PRI, AR 3C 3 2R HLAP S 52 R A 1 PR B AT
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RS TERIE B A I R R IR PESC B S % . FE il
PREZB T, HLAP S A KA i DL o PR I 42 ol X
Mo BB BT e 1 S R PR AN R
FENR WU E 22 AT RE S B HLAP S . Il i il
B 1 £ AT R LR B HILAP 2 B2 A i R 2 i D) i %
AP ZR 0 e Sh MR A A RS o X TAR
B MR TR AR HLAP S AAR - JEDAG I AR
AR A BT HRT AR BIR ST O S AR, H R
X 2 [R] A i B8 i R LAE A R 16 7 AT AT T it — 28
WF5E . AEIRST I, BR AR B ) BB RLG T , COX-2
AR LA ) A A R LA A9 (R R AR
el it — RS . Wi HLAP 252 & A 51 d e i) 2 K
B ERANEBE N TSR SN BRSNS
WARE B IR RHL R L R GE R HLAP (85 1 Bl 74 2
JE DI , 35 T R O AS A ARG A5 el
AR A LA B IR , BORs A B T HLAP IR K
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