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Diagnostic biomarkers for chronic pancreatitis: research progress
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[ Abstract ] Chronic pancreatitis is a progressive inflammatory disease of the pancreas, often accompanied by the
deterioration of pancreatic endocrine and exocrine function, which seriously endangers the health of patients. At present,
the diagnosis of chronic pancreatitis mainly depends on specific imaging findings and/or histopathological examination, but
imaging examination has false negative rate and misdiagnosis rate, and histopathological examination is invasive and the biopsy

procedure is difficult. Thus, the early diagnosis of chronic pancreatitis and the differential diagnosis with pancreatic cancer
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and other diseases are still difficult. Recent studies have found that pancreatic enzyme, exosomes, microRNA, metabolomics,

plasma soluble receptors and other markers play a certain role in the diagnosis and differential diagnosis of chronic pancreatitis,

with good sensitivity and specificity. This article reviews the research progress of diagnostic markers for chronic pancreatitis,

so as to provide new insights for the diagnosis and differential diagnosis of chronic pancreatitis.
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12 M J# % 3% (chronic pancreatitis, CP) & —
MIRRIATHETSERERERR, EHREZHRREK
W, BFSW R FENFEEY . ECPREAES,
REREEGHEER. REWSERER K
FFERR /SN b Th e A 2, B B H KRR
N, RELER. RERBEEMN. EXERE.
JREME TS E, DB EE LSRN REE, K
WHERKTEENEERE, WETEFHEFHR
w2 cPmE EREAERERY, BEMCPH
VW ERRBBGRFREN/ IRELARFRE,
CTMMRIZHE R ETENLB TR, B THEA
LERERMBEIL, A0, FHAE, FAY
hEREFHFE—ENFELEMEDLE, HCPE
MoMRIE Kb HEARESY . —H A
G4 K ¥, CT f2 MRI 4 & % 7 CP 09 R 8% &
B K 75% (95% CI 66%~83% ) F1 78% (95% CI
69%~85% ) ', CP FuJik i & % I %% ( pancreatic
ductal adenocarcinoma, PDAC ) % %5 Ik JK 5% 2,
R BFHEMEFAMAUE. AHRKINA 5% 0 #
R B HEWIRD A CP; WM LW A CPIEHED
W B 2 SF WA H 2% o W o IR R, X B
WOA K R ARAIED K CP W BRI 2 E .

BRI R 6k Z R BBy, TN F T CP ¥ iy
AN FARED Im R EEFE R ELETRE 199
( carbohydrate antigen 19-9, CA19-9) 5k & 5| % #r
CP fnjif 8%, 12 CA199 REERBERETE, 4
40% B CP & # i 7% CA19-9 K F 7t &, #% CA19-9
Y 5] CP 5 PDAC 418 BIR TS, Fk, HEHE.
Wel B m W ED SN ERTEEE N, M
U KA CPHF A B RN, BB, miRNA, st
R, R AA . KA XK EE CP LT
LR LW R ER B RE, AEREN KA
CP A MArE Mo AR XAt B3k & 4y ar 5 Ay oy 5 %7
RIRHFATER, UM N CP AT —F
HRBCP WL B A SR D Wit 5 %,

1 IniEE#E. BERLES

K& CP R 15 1 K B, JRIR 20k 86 4 T 1%,
R CP &3 v W] DLW 20 2 i v I ¥ By An g B B K P
B MK, (EERAEREHOBMN, X8, BX, $E
% [ R CP 4 46 89 HF 3% 4 ¥ i 7% I ¥ B8 Ao g iy B
ATFHNCP B B AR R . — TN 99 ] 4 45
e P CP B3 | 112 145 {1 CP & 3 Fn 170 41 f& JE
Xt FR 6 M R A B, DA L O B <40 U/L
A0 i B BE<<20 U/L A Ax/E VD BT B L CP I R
GUE . B E. BTN A A A M O AE ) K
37.4%. 88.8%. 66.1% F1 70.9% %, H sk 5
B 5. Olesen %" oy o7 0 M % 3% 2 b N\ 121 4
CP #7004 Lk st B, 4RI RIEHNEAT
&F 173 UL X% CP A A &4 7 5 (94%) Hr
HEREE (59%) . B TCPRBREALE 5
WA R EAE SRR EM™, Olesen 2
4 M-ANNHEIM I J§ 4~ 817 2 #7 7 CP I )k
B R R RV L R 0 B 0 T R R 2 1A Y KR,
%R DR R 3 e R B e I R 4 A R
240, 173, 154 U/L &, #ir 1. 1T, M/IVHCP
f AUC 4% 4 0.57. 0.81, 0.95, T\ K i i ¥ &
¥ Bt 95 BT A B A CP - 13 I T 36 s sk, R
FiR 51 - 0k 3h B T A CP B 2 i 3 37 4 iy K B 46
2T fb IE B CP A% P2 IK( 11.8 U/L vs 28.0 U/L ),
P& AR Y CP 3 i 3 I 10 B AT BOF B 8 R
i by CP B A% (109 U/L vs 26.4 U/L) , ##A1%
1 3¢ 0 Bl KT 5 R R Ah 0 T B R A b R A
EREXRE, FRFREREZY, K 32 8 Bk
FHE N CP WY B AR FE R ESE,

2 miRNA

I K, miRNA — B & & 47 & 4 G0 o 51
R#E . KEFHXKXI mRNA B P EHXE 5
BB EERETET LN, TEAFLZRFN
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AR A MARE N . AR E B AT 20 R 3 CP &
& A0t B CP & 2 1 7% miRNA 419547 7 247, X3
F 1 CP & # i ] CP A& 4 f17F miRNA 0y & 3% B
H B ZE £ 5, £+ miRNA-199a-3p. miRNA-221,
miRNA-130a 72 miRNA-1471 £ Z # CP £ ¥ ¥ §
# 3k, T miRNA-320a, miRNA-320b, miRNA-320c
1 miRNA-320d 76 W 1 CP % g k7 . %t
54 R AR R i miRNA 7 88 B T X 31 2. B
HCP, HEENEM LW CPANIRZ N B
1y 5 B — o [ W1 £ % & 3k 9 miRNA #£ CP X 1%
A& 3OS BT R, HAE A CP 2 WiAR S M i i
JRBL R VA AT B IR 52, B miRNA A 3 K 89 &
J& R E % 5 CP & HLH 8% NFF %, miRNA H 2
ECPEMV WP RIEEEENM,

miRNA £ CP #1 PDAC B # ty 4 4 Fn 48 i1,
TR REERL, EHRNCP LA LW & WicE
W9 E KV A1 . Guz " B BE R 4h O\ 34 4] CP B4 |
26 | PDAC &% fn 7 Bl Xt B &, 27T 5
S Fn % E M <t miRNA (4 % miRNA-10b-5p .,
miRNA-106b-5p. miRNA-210-3p F# miRNA-216a-5p )
EZXRHFMFFHERAFR, 4R ETPDAC A
# miRNA-210-3p By % 3£ K F & T CP & # . Khan
%190 % 3, PDAC & % 1 7% % miRNA-215-5p.
miRNA-122-5p #1 miRNA-192-5p K F ¥ & & T CP
H %, T miRNA-30b-5p 72 miRNA-320b 7k -F B &
& F CP % #. Xtk miRNA & 2 & % %X 5| CP ¢
PDAC ty £ Wir 4, EHE L DMt REVE. &
AEERFH—F AR, Fr 7KK N mRNAFE
7 CP fu PDAC #y % 7| 4 Wi iR AT IR A E % 1y
B 4 AnE i —F b miRNA B 32 B A
77, f ¥ H CP #1 PDAC B £ & % 3k miRNA 3
I3 G K & X, 3 miRNA 16 % CP % ¥ & 145
B R 2 A

3 SphifE

SRR E S ey B S
WER, AERE., AR, BRAREDE SR
WR, BAENFABE TR, FEEEED
e, AL RIEMIRE KM G B 38 f g 38 ot
2. Desai %™ ¥ K it 20 947 7 CP B i1 3 b il
A mRNA & &, ¥ EREMNBALEK, KA
%30 ff 4h 34 K miRNA R 3k B R B F %= 57, H
miRNA-579-3p 8y k35 B # B (4 Rt B4

B 1/16) o HEEE, ZH R KIL FE M5 8 CP
EHMES A mRNAF R FEAZR, XHZR
TG EMHCPRARERT TLMA K SMIMERIEN
FAMCPYMREWERE RN M ESK Y, A
2 iEIt CP R D W s x A f,

1t 3 A A 7 AE y % | CP fn PDAC #9 4 4
¥+ 4. Moutinho-Ribeiro % 2"l £ 7 29 47| CP &
2 1 60 5] PDAC & 3 th fn 3¢ 48 31K, 447 4 Bl %
Bl A b o AR B AR BE ALEE & A A% 1( glypican 1,
GPC1) #h4bubkikE, A3 PDAC B+ 474 GPCl
By AN IR R B (AL B 99.7%) B EE T CP A&
# (FfrH: 28.4%) ; %4 H GPCI th 4h 3 K
WG FEN 45% B, KA L H N RBE N
98.3%, %% 4 86.2%, AUC % 0.96, * % 4
Fo gk 3 H AR T CA19-9, M4, Guo %' 1t
/N RNA I JF # A 4 9 CP & # #1 PDAC & # i1 %
b Wb & miRNA-95-3p/miRNA-26b-5p I, 1, % 3
miRNA-95-3p/miRNA-26b-5p t. & % 0.06 B, 7 5
B A 7] Fm 36 5E PA 7 43 B B9 5 B o T3 R B
W 84.1%, FHHEFEH 96.6%; L HIK & CA19-9
B, 47| CP A1 PDAC ty X U E T £ & £ 96.5%.
X $e 25 B % 0 4h & miRNA-95-3p/miRNA-26b-5p
Po A8 FTAE O — A H0 B & M A & 4 ok K 7 5 BT CP
5 PDAC., 7 PDAC 5 CP % R M Ji iR % 7 o % 7
D, HEHZREIEFS AT RNk
miRNA By e fr A, T B EED, X4
HFHCP LB E MR T HE

Vh o iR SR U B9 S Wb R Ah, R R R R 8y
b 3 R #£ CP A1 PDAC By 5 7l ¥ W7 ¥ 0 4 % 72 1t
{4 . Yoshizawa 2 2 % 3 PDAC & # B & 4 b 1k
miRNA-3940-5p/miRNA-8069 . & ¥ & & T CP &
#, % miRNA-3940-5p/miRNA-8069 H.{# % 0.939 i,
K77 W PDAC fu CP By REUE . H R E . FHEM
M AE e AT AE 27 K 58.1%. 89.2%. 86.2% fn
64.7%. %A R H R AN kA 35 AR 3 PDAC F7 CP
H— W ERNLHME, EXEELE.

B #7 % T 4h 3 R A2 CP % Wi fu 5 535 by oF 09 5t
AT E B SN BERAE  — A HT LD BT AT
A7 W R B R 7 AT R S, S A I iR
AERBT EFEARK . RAT ., FEMK, 4E
R H R, %A FRENRIN, Hdskz L5
3 AR R B R R B R T . HE AR
T b A T A B B BN REF R EEN, H
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ECP LW Fn S F Sl P AL REERA,
4 RigtEZE

R AFRUEAANFFEORAFZELX
JERKRMFR, CPRELEELBRPT 4 L M4
FEERED, REDATRUAE TESHT #
CP/R¥E AT, HHBIERD W, —TAMAEAE
MAFIFRAERBAT . & 1 RBIERTIFE 2 K
I iF PAF) B B4R ZE T 80, 144, 49 5| CP & # fv
80, 204, 113 flIE AR AT B EH, XAAME
T — i e AR 8 15 - B R T BROR 2 AT R AR P
TR A B R AE, T AE RO AL ¥ B BT CP R R,
HARAXAMFE AR 8 MR A4 (B- %
hE, BER., Z+ KB, 9% B, TRER.
WM, MABM. N- 2B S ) T LK CP
BEAndE R E R o B A E (AUC=0.85) ¢,
% — TUAT B M A BB R R R AR - I R T
T 139 AR AR, 4R B & CP An 3k ik R ko Xt
PE A 9 RO R, S E 239 FHiBE B CP
W AR R, SRR I H e (16:0/18:4) |
16-F1-hytoP . N- ( + 7 keBt i ) — -+ I he ¥ 2 B -4-
W, T B AEKEZbiB LI CPEFAML
g &M & 1E, P Hwh 8 (16:0/18:4) X7
CP B AW & EFndE A1 & 1Eth AUC % 0.96977
1 = i 3 % AR A 4 A ST R R T 6 CP
VWitrE Y, AT RN CP R m#A,

e R 2t CP S A B o — R
. Mayerle % % 2 # 7 CP & # #1 PDAC & #
o R AR, K F 2 E A 29 AR F
TR EE R, P 9MNR A A CAL9-9 R
M % 5 CP 5 PDAC, % 21 X ¥ 4 Bt & CA19-9
2B BA 7 Fr 303 BA 7 45 2] B9 BR M T AE o ) h
99.9% (95% CI 99.7%~99.9% ) #1 99.8% ( 95% CI
99.6%~99.9% ) , it & T # 4k # Fl CA19-9, (1%
FEBFEMELSANNT 6 ML R A - g
oM, RARE, U EZRATIER, AT H1
REABRMZE, ZARAETRFHAFHTEE T
FERIT RWEARE, 2K E L 8 H 356
PDAC E# . 304 ] CP & # #n 281 #| 3 & Iz i A&
HWdEfom E R, FRET, BB F
2 AN ST B A A P, 12 AMROA AT BR & CA19-9 &
7 % W PDAC #2 CP 8] AUC 4 5| % 0.972. 0.935,
0.922; TifE 1 ML IREAF &, 4 Fh BB A

CA19-9 £ 5| % W7 PDAC fn CP B R & & H 77.3%,
W or LN 89.6%, VEHE N 82.4%, F AN 4 FF R
WA BT & BRZATH R4S i iF CA19-9
B A R B AT T UL B ke

X35t 40 2 38 1t 15 I CP A1 PDAC & AR o F X 34t
A B JF e B SR R CP A1 PDAC By 45 53 M 1% 4t 4R 4,
ECPH LI RmER VW FEEAEER ., EER
W 5 % B RSN IRIE R B0, R A A A
Mo B R GAES, SRRAAFERNERER
T —EwEF AL ESBRE D AT oM. ER
AT, RE 45 A CAI9-O T Z 4 H ks, %
H BT PDAC fn CP 8y £ 7 4 B, M EHE A RET
WTIRN, 5 R4S K Y & AR S A CP 5 i
K H 5 PDAC £ 7 ol P R IEEERA .

5 mEAMREZE

EX KA R A KM e R, R 20
Bl RPN AERLR, FRAAMETEN
% K & 5 CP A2 PDAC, i 3¢ 7 v M 7 i o A
of V5 B JR W 7E 4 % 1K (plasma soluble urokinase-
type plasminogen activator receptor, P-suPAR )
R—MREMXEEDAFEN, TREARKR
ok AP Aronen 4PV st 120 ) Bk K 4 &
HEEERRROEFHATKHE G, LA L
H P-suPAR K T & & K K 1E & MK MR K
ETH, KENERXAMEBRBERMCPH &4 I
J P-suPAR K& F 1 82 %, T & B % PADC th & #
1 %% P-suPAR K °F B % & T CP & &, i ¢ 7 &
P AXL (soluble AXL, sAXL) =& % K Bt & B
B TAM % 1k % 7% B — 5, Martinez-Bosch 2 **
% # sAXL 7£ & 5| CP #2 PDAC # & — & {F A,
PDAC % # i % sAXL & F % CP & % 2 & & xt |
MR FEFE; Y sAXL B IE F1E 4 47.3 ng/mL
M, U 5% W CP A PDAC B R 8 H 65%. 4F
5B A 100%. AUC % 0.827, 5 #r 3 &t T
CA19-9, E % sAXL Ht 4 CA19-9 F KigdR & 4
71 Wi CP #1 PDAC # R 8% (89.9% ) . P-suPAR
Aofn 3 SAXL % fn 3 FT 5 MR RIE N A AR E A
CP A8 PDAC & 7 W o ¥ ik B ) b e oL A %

6 ZHREET

BREFRAICP AL, RELAEFLFEK
EWmMET, R, AmHE TR
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F, XBEBEFEHERRNIAR, RATESR
B PDAC th & 4 "5 s R B F R L I E
F ¥ f A B F CP 72 PDAC By £ 3| 4 B, — T Al g
M HF 5 & L PDAC & % o ¥ IL-6. 1L-10 #0 IL-17
KFECPEFMIWEEAT, HIL-17 IF REH
0.273 pg/mL #, X534 i PDAC #u CP By Z&UE 4
90.9%. 4% % 4 80.9%., AUC # 0.80, 3% 7x i ik
IL-17 ¥ # 5 — % 7] ¥ 7 CP 41 PDAC ) %7 i &
WirrE > b, — T4\ 135 1] PDAC B % .
Q2B EIRERM B4, 20| CP A, 470l A K
JRK B 116 )4 iR RS 1 il E B An 100 4 4
JEXT B e A B % & 3, PDAC &4 5 i 84
M RIRNIL-T AKX THEFTTCPER MK
BRSO B R R R
IL-7 %R CA19-9 Hk & B F| &5 5%k BE i AH He o7 42
&4t CP #1 PDAC #1551 Wit ' . Wiodarczyk
PRI CPREF MM FER G FHEKAT 1M
mERGEREKATFELEA2ATEEST
PDAC & #, i\ X # & 7 & & % %] CP fn PDAC
WAEMREN. RRFEH - FHAZRK AN S
ML F 45 CP 3 & 4 PDAC W L4, X % 47 i [
F AL RN B & AR R A DL R CP A1 PDAC
A F 3 — FFNFE AR

7 GEEEYRE
Jie R = & 0 5L kR 5 R M B 8 (intraductal

papillary mucinous neoplasm, IPMN) & & % & %
J CP#y &, H o F /% IPMN B8 K5 H %k
B R LB LT IPMN 5 CPER EE,
REMBEEY KRR EMFEIR T REgHN L ENS
CPEZ G ¥ 5IPMNAMN, A& &%+
K7 A E A, & IESUR A1 CA19-9 & % 5 ¥ i
IPMN 1 CP & % A 89 2 M v &, 1€ REUE
Tk, K5 W a b A Song %4V
AFTRNER, BARERFEEHRTTEDER
FoNr, T ENFERMFEMAAZTOHATT L E
#IE M, HIPMN 5 CP By A 55 Wit 4 7 #r b
W, ZARRAMFENEE., BEZHENH&E
B, B HF 1 A& LB IPMN f2 CP 7 |
FLA R AT H AR, AUC 471 % 0.80, 0.76, 0.73,
VWS T CA19-9, FIFEREEREARAF
BOAR, MR L A A AR R S I
%k, X Hfk & A AR & 4R 2 5t CP A IPMN % 5k

RSB R W By, (EF B & AT
7 AR TE e R AR A R HATH A

8 Hbi&ikskiRAEMIREN

MR — M G TR, EEAEAER AN
AR, RSN TGN ERELEERATAH
Ko VAR, XHER T K IEAT L AT B ER A
F(AFEEARAFE ., HRA%¥ . RHAFFME
W41 ) A RE SRR A R 5 BT A R B R P KR
T MR M A B 1EF Y Waldron % 547 T 24 14
Xt B8 fn 24 ) CP & 2 B R 4, 4 R K I CP
BEHEERPTEELAMZRRANEAR., AHE
FRELET, URERME SRS EL; A
B, BN ERAEAB RKE AEEREEA I
ZH AV W CP A REFH LA, AUC 4 0.868.
BxZ—-FNERERRBEFHRE, CPAEHERF
EREANEORBREMR S RETEHDET CPHY
AR FEH—F B, L AKRKER, LF
Y R T e R AR S W R, (B A
KRB, R, RBAEFWNRXREFTEHE, &
T, BEW LM, ARKLR AR RATINTE
Y MmO M, R R K RO P A AT R X
W CP EHEEE L,

9 & iE

—ANERAEHY £ AT S M BL 2 AE ) i A 5
R EAE RBEERRE, FNALE TR
M, BEMEFRNRAKERR. MEXRA
¥, ERARAY. REA¥FLAFBEARNERE,
MRSt CP EMIRENHNTZA WL, £
HPREREREIN ., PREFRLERZ G RBE
BT, FFA AR CP ¥ B Ar & 4 %t CP oy 7
VAR S ERERENL, REFMCPRRAE
ek VF T O ST RO SRR ) F B BT
S HHA AW AT RN B, R MR
HERLERH, BRYEHFRLRIE. AT
BRHARGHAFUAME &, THZFTHCP LU
PR &M B R B o AR R ML A R U A 3
[l % 71 A AH A E, CP ¥ 747 & 4 o 7 & 6 B4R
EARHRE, RERS TR, BEEH

[& % x #f]
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