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Relationship between severity and recurrence of hypertriglyceridemic acute pancreatitis
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[ Abstract ] Objective To investigate the relationship between the number of attacks of hypertriglyceridemic acute
pancreatitis (HTG-AP) and the severity of the disease. Methods A total of 305 patients with HTG-AP from the Affiliated
Hospital of Yangzhou University were enrolled. Patients were categorized into the first attack group, the first relapse group,
and the multiple relapse group based on the number of acute pancreatitis attacks, and the severity of the disease among the
groups was compared. Results Among the 305 patients with HTG-AP, 217 (71.15%) experienced their first attack, 56
(18.36%) had their first relapse, and 32 (10.49%) had multiple relapses. The proportion of patients with moderately severe or
severe acute pancreatitis in the first attack group was 25.81% (56/217), which was higher than that in the first relapse group
(12.50% [7/56] ), but significantly lower than that (43.75% [14/32] ) observed in the multiple relapse group. Additionally,
there were significant differences in bedside index for severity in acute pancreatitis (BISAP) and computed tomography
severity index (CTSI) scores among the 3 groups (P<<0.05), with the multiple relapse group showing significantly higher
scores than the other 2 groups. Conclusion The number of relapses in patients with HTG-AP is closely associated with the
severity of the disease; the more relapses, the more severe the condition.
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S AR 28 (acute pancreatitis, AP) &% L
B W EREZ —, #F RN A RS, R
TiF o TR JR T T 1 0, PET R AR . AR, 4
20% 1) AP S E AT RE K SR A EAE, FEURMIAIE .,
Y BRSO RN SRR 2 AR DI v,
By N 21U E o841 i B NG 1K 1
G RZEAP BE R E 2 RE, B0 8
AJHE & e R & VR 21 TR R % (recurrent acute
pancreatitis, RAP) . W55 R, 17%~29% 1] AP
BHEZTIE— R ZRE R . BN AP L AE
AL A R B AT i, BT RE R 3
JER AR AN AT S 41 40, RS R ARG B A, BT
TE AP &k SR R Z MR L, ARF
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ARk, TR E AP B K K A5 4 Lk A T
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( hypertriglyceridemic acute pancreatitis, HTG-AP )

1) L BZRAE LT, FEid 254 hag W AP Y 3
FRNZ—" L gesh, AR R H I =g
AT 5 PR 48 52 e AL L ARG B AR
HTG-AP WA ANER G 90™ B Z A OC &R

1 JRFTTE

L1 RS ARGFFERH B B A5 71,
s 191 BRI T4 M R 2 B B e, Mgk 2013 4F
1 H 2 2021 4F 12 HUiA B AP A Be £ 5 158k
ARRAE: (1) 4FI 18~75 %5 (2) ABtiehr
JHTG-AP;  (3) fERGIG 7 d N ABEH 75 A B
HHEZ RGN ER A HERRArE: (1) A
s (2) MEEEEE;  (3) HE—REE
SERE ZWAERE . AR O A M R MR BB
TRBEZE 2t

12 ¥ Wisrffeirts T A HTG-AP 2 WibsifE N
AP B F B A IS H W =R 7K F-=11.3 mmol/L,
o 7E 5.65~11.3 mmol/L iz [l PN HLAE7 FLEE L 7,
I HERR oAl AP IR L 5 1 R 2 T 2 Ik
o W) AP KAE, I HARR K AEZ 18] 2 /0 [H] b
3AH, W2k RAP ™ . s ™ R B2 W 4y
R 2012 AEBTTRRE S 22 RS/ gt
I3 R B RE S0Pk B IR 42 (mild acute pancreatitis,

MAP) | HEEEAE 2R & (moderately severe
acute pancreatitis, MSAP ) Fl T fif 2 4 i B %
('severe acute pancreatitis, SAP) . >RFIKZ% 2%
JER iR 9 )™ FE FE BEFE 4L ( bedside index for severity in
acute pancreatitis, BISAP ) 1¥43"" #l CT & FLfif
$8%0 (CT severity index, CTSI) TF4:"™ 435It
HIR A TITAS o
1.3 AP BUERE AT ROR G
IRBERE, NH G # ok 4Es . P51, BMI,
I PR B 58 W s L AR sk L R OB R
. i EECdE . BRI ) o AP ERAETERL.
KAFEIRI T . SCER et . SRR . SR
JERAE . B I AE v A B i (B 55 . A £E
B1dy 2 AA0F5E N BT B B B R GE AR EURL
sk, LABR IR R HERf 1
1.4 %It R SPSS 26.0 F i Fd it i1
AR R IEA S O 225508, Dxds R
N, ZH A BRI R 5 22001, X TFAEIEDS
SRR, UM (0, 0)) Fom, ZAM ECR
i Kruskal-Wallis H £ 5%, % T 70 28048, LIk
FE RS, 18] R A ) Kl Fisher #i1)
WER . R logistic [m1IH 3 A IFA & R B 95
oo/ AR A SEIA . A KAE () R 0.05,

2 # R

2.1 ZZLHTG-AP & F — A 54 Mg K=t
J& BE B 2013 4F 1 H 3] 2021 4E 12 A W ia 195 51
Hf e 1 400 B AP ABE R R, Hh AR A9
AFIHE 8 b1 7 B9 HTG-AP 2 3L 305 f41], 305 4
HTG-AP &, 217 6] (71.15%) KWk (¥1%k
1), 5641 (18.36%) NERE kK (BIRE KA ),
32 45 (10.49% ) BRIKE =2 K (ZRERA)
S EMAMIL, HIRE KHMZIRE KA EVER
TRITI A% (P<0.001) 5 400 & 4L ARt T
HIRE LA (P=0.008) . fEEApmrm, 34
GIFmE T . BRI . BT L 25 = e g T2
B (¥ P>0.05) , HE I L6 22 5 A
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XK (P=0.007) , ¥ K4 EE AP (MSAP I
SAP) B# 5Ll 25.81% (56/217) , mTHIRE
KR 12.50% (7/56) , PAHIEIRT 2R E K4

1 43.75% (14/32) . IMAb, 3 4 H ¥ BISAP T4
M CTSIWE S A G5 E L (#P<0.05) , £
AR BRIV T HAL A (F 1)

%1 £ HTG-AP 2E—ERIELE

LD WK N=217 HIRE L4 N=56 LR N=32 P
PG, n (%) 0.975
] 167 (76.96) 44 (78.57) 25 (78.12)
° 50 (23.04) 12 (21.43) 7(21.88)
AEW M (0, 0y) 41.00 (35.50, 49.00) 45.00 (36.25, 48.00) 42.00 (35.00, 50.00) 0.639
BMI/(kgem %), xEs 27.11£3.19 26.99+3.66 2591+2.64 0.162
ELE, 7 (%) 57 (26.27) 17 (30.36) 9 (28.12) 0.822
LR, 1 (%) 1 (0.46) 2(3.57) 2(6.25) 0.022
BRI, n (%) 65 (29.95) 16 (28.57) 12 (37.50) 0.660
NEREHE, n (%) 139 (64.06) 36 (64.29) 14 (43.75) 0.086
WA, 1 (%) 87 (40.09) 20 (35.71) 12 (37.50) 0.817
K, n (%) 63 (29.03) 17 (30.36) 12 (37.50) 0.646
TG/(mmolL "), M (Q,, O, 12.53 (8.12, 20.92) 15.33 (8.87,21.25) 12.78 (9.15, 20.38) 0.710
RAEFEVRIFIIE] /h, M (Q,, O5) 12.0 (9.0, 24.0) 8.5 (5.0, 13.0) 10.0 (5.0, 12.0) <0.001
{EREIHIA]/d, M (O, O5) 11.50 (9.00, 14.00) 10.00 (7.75, 12.00) 11.00 (10.00, 13.00) 0.008
HTG-AP : = H I = BB MAE M 2Pk IR 58 s BML: AR 4850 TG : H il — 1.
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BT 2 K2 W 72 0.007
MAP 161 (74.19) 49 (87.50) 18 (56.25)
MSAP 45 (20.74) 5(8.93) 12 (37.50)
SAP 11 (5.07) 2(3.57) 2(6.25)
Jlafiayavia 78 (35.94) 10 (17.86) 11 (34.38) 0.035
JE K 52 (23.96) 8 (14.29) 5(15.62) 0.204
SIRS 47 (21.66) 6 (10.71) 10 (31.25) 0.058
2B UIRE 11 (5.07) 2(3.57) 2 (6.25) 0.830
TR/ TR & Jey 3R I A e 18 (8.29) 3(5.36) 7 (21.88) 0.025
APFC 11 (5.07) 1(1.79) 6 (18.75) 0.007
ANC 5(2.30) 2(3.57) 1(3.12) 0.599
PPC 2(0.92) 0 0 0.443
WON 0 0 0 1.000
IPN 0 0 0 1.000
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SRR BARIRIL.
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fli AP ER R E bR, HE2WW, 34
BB A 5 RAE RN 25 A 1E (systemic inflammatory
response syndrome, SIRS) &4 %2 R A 4
HPEX (P=0.058) , RENZRE LKHEmTHE
W RMH; 3 HBHF MR R R 2 R Gt
HEX (P=0.035) , RICHWIKHAMEZIREZ KA
THRE KA 3 HEHGE YRR AIEAK LA
RERBTGIE L (P=0.830, P=0.204)
I b, 28 Bl (9.18% ) It / Jge Jil )y F 5F:

KAE, Hd 18 4 (5.90% ) %K A= i i T A AR
% (acute peripancreatic fluid collection, APFC) ,
8 1] (2.62% ) KA ZVERILMFEE (acute necrotic
collection, ANC) , 2 (0.66% ) A & B iR fE 1k
FEfF ( pancreatic pseudocyst, PPC) , & UL 2 1
6 (walled-off necrosis, WON ) FIEGY R AR IR
%t (infected pancreatic necrosis, IPN) . 3 ZH Z [f]
R / JER ) JR PR O AR 1Y S K A 38 I APFC & A= %
ZERAGFE L (P=0.025, P=0.007) , £
R 2RI A e T HABTPIA
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E 1 %4 HTG-AP 23 BISAP T4 1 CTSI iE4 EL 3
HTG-AP: = H i = W8 MU v 2 IR 48 s BISAP : R 5% 2 M AR 6 7™ S AL REHE 40 CTSL: AL 2 i M R 4.

2.3 AP B K RF & JA = E 2L vh 6 logistic
=254 R logistic [FHEAMTIEAG AP & & AL
5P B Z M OC R, Bl E R R
FRAETT RO AT 22 K2 g . ot Ao S & 4801
KIE. SR En, SR, BIRE L4 Th
FE AP (MSAP S SAP ) i ias B & A0 RURG:
ik (OR=0.411, 95%CI0.176~0.959, P=0.040;
OR=0.387, 95%CI 0.185~0.810, P=0.012) ;
MILZ T, Z2RE LS HERE AP FIBRARE /15 R
HR I K S A KRS 3 55 A ¢ (OR=2.236, 95%CI
1.044~4.790, P=0.038; OR=3.096, 95%CI
1.177~8.142, P=0.022) .
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AWFIOW 5 K HTG-AP B E 4 N IR E
KMAMZWRE K (Z2) H, LR ER, &
W K B WIRTE AW & B HTG-AP B 84,
M2 B8 IR TG ) A IR RSB TR
JeHE

KR, 5 HA KNSR AP A LL,
HTG-AP 35 1% 51 5, R 5 Y ICU
AR SRR BE R [R] . B S A E DI R
R T Y SIRS KA HA, HTG-AP
I IR AN e g A . IFR R, R Hh =
TR TR AR B 25 11 R U e g A FH T 7K Sk i 2 D D 7R
(free fatty acid, FFA ) , #B T/ (1Y FFA i il il 4
RS A2 | TR IR AN P AT B TR A 0
fEHESAEA BRI L IR A Thie > a2

FRAL 0 S R A3, I — 203 BB AR S M b
B INAERE Y o M RIS T R 48 A
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AIREMERE T 2R R AR IE ™ R A i
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AERRAS, X AT BeiE— P3G e HE B T, i i
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SR, AWFFELIN, PIk AP [BE T AP KA
P B R AR e TEIRE R B#H, RGBT
A BERT R TR KB, XATReE R T
W& BFRT AP AU 2, SEBEAEIR, AT -5 B0k
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