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[WE] BH #% CAEE G (CRP)F D= % 4k (D-dimer) £ 3 I fo 55 1 2 M MM X (HLAP) & fi2 B B 2 0B W g %
(BAP) &% P&, FiE #®#B 2012451 A %2014 4 12 Az AR S MR X & % 155 4] 4R35 B 5 4 HLAP 414 BAP
M, METERE>AZRELERMEE(MAP) B F b Z 2 HRIE L (MSAP) B4, # Rl &% 80 5 2h 4k, 48 (Glw) | £ 45
(Ca®" ), ¥ 24 % (TBIL) #= # 3 2 42 % (DBIL) ,CRP #» D-dimer, £ 5 HLAP 4144 s /) % (PLT) . Glu v fo fi§ 3% 4% 2 B B2
(TO) A&ZFE M & G e B 8 (LDL-O & Z 8 (TG) 4 M £ 3% T BAP 41, & & 28 3 28 (ALT) | y-% 2B 3 Bk 85 (GGT) | 4%
V3% B8 B (ALP) \ TBIL.DBIL.Ca®" #= o L& (Cr) 1 8 2 1% F BAP 28 (P<<0.05), HLAP 2845 CRP 81 2 &% F BAP 415 H 2 % A
%t 3 & L (P<<0.01), MAP . MSAP &4 + ¢ HLAP 415 BAP 4R % ,CRP £ %3 A % it % & L (P<<0.01), HLAP @
MAP #= MSAP 4 ] #) CRP #= D-dimer £ 3 H % it 5 & 3L (P<<0. 01) ,BAP 21 MAP #= MSAP & #4114 4§ CRP 4= D-dimer £
F B A Gt & L (P<<0.01), HLAP 2144 CRP #= D-dimer 4+ & 2 8 3L MSAP # & B % (OR=1.121.,3.716,P=0. 025,
0.001), BAP 842 D-dimer 9+ % % & 3L MSAP # £ % B % (OR=2.717,P=0.002), % CRP #= D-dimer £ HLAP % BAP
YRR e Em I & . JF L CRP St & & HLAP &% ¥ 2 mA 2,
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Study on changes of C-reactive protein and D-dimer in hyperlipidemic and biliogenic acute pancreatitis patients”
Zhang Donglei' ,Yang Ning*” ,Hao Jianyu'
(1. Department of Gastroenterology ;2. Department of Endocrinology sAf filiated Beijing Chaoyang Hospital ,
Capital Medical University ,Beijing 100020, China)

[Abstract] Objective To investigate the changes of C-reactive protein(CRP) and D-dimer in the patients with hyperlipidemic
acute pancreatitisCHLAP) and biliogenic acute pancreatitis(BAP). Methods One hundred fifty-five inpatients with acute pancreati-
tis in our hospital from Jan. 2012 to Dec. 2014 were divided into the HLAP group and BAP group by etiology. Also the patients
were divided into mild acute pancreatitis(tMAP) subgroup and moderately severe acute pancreatitis(MSAP) subgroup by disease se-
verity. Blood routine, liver and kidney function, glucose (Glu) , calcium, blood lipids, CRP and D-dimer were measured. Results
Platelet,Glu and blood lipid indicators in the HLAP group were significantly higher than those in the BAP group. But alanine amin-
otransferase(ALT) ,r-glutamyl transferase(GGT) ,alkaline phosphatase(ALP) , total bilirubin('TBIL) ,direct bilirubin(DBIL) , calci-
um(Ca) and creatinine(Cr) in the HLAP group were significantly lower than those in the BAP group(P<C0. 05). CRP in the HLAP
group was significantly higher than that in the BAP group with statistical difference(P<C0.01). CRP had statistical difference be-
tween the HLAP group and BAP group in the MAP and MSAP subgroups (P<C0. 01). CRP and D-dimer had statistical difference
between in the MAP and MSAP subgroups of the HLAP group(P<C0. 05). Increased CRP and D-dimer in the HLAP group were
the risk factors for MSAP occurrence(OR=1. 121,3. 716, P=0. 025,0. 001). In the BAP group,only increased D-dimer was the
risk factor for MSAP occurrence(OR=2. 717,P=0. 002). Conclusion CRP and D-dimer in HLAP and BAP are increased with dis-
ease severity aggravation, moreover CRP increase is more obvious in HLAP patients.
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SPEREME . CRP Hl D-dimer J+ & ¥ F1 AP J" 5 2 & & H
R FEA S, (H R BE AR TR AT 2 R X 4 AP s N H A
HLAP Jz BAP w48 Al Fin H: 5 52 95 ™ 2 it B8 19 26 &% i G OF
9%, AP SIS T CRP #l D-dimer 71£ HLAP J2 BAP iy
ALHIARTE RS AP A EREW KR,

1 #REHZE

L1 —R%er %% 2012 48 1 A = 2014 48 12 A fEARBE4E
Bery AP 2 155 i, 58 103 fil . % 52 i ;4423 ~89 %, -1y
(47.04+16.2)% ., AP L Wi ¥ &% 4 E AP 23515 8 (2013
4, B bR D . HLAP 2 0. 78 AP 2 W 260 B, TG=>
11. 30 mmol/L#g 5. 65~11. 30 mmol/L 34 MmiEFLEM % .
BAP 2 Wi JE 16 AP 2 Wikl I, A= ALK 2 B 1% 4 % JE A7 A2 T
TE AR B I 28 26 P9 BE 64T 1 R IRAE 3 5% R (ERCP) #1712 .
HEBR AR E A5 K BT 850 AP 5 18 1 19 R % S K A 5 IR T b s
25 5 B 2Pk O i I BB I R U 9 4

1.2 Jik

2.1 fWHEss BEWELRK 48 h Wle It T2k
IR AL 254 T AR S ARSI L R RS A 4 1 40 i (WBC) L 4140
s AL CHCT) FIfi /4R (PLT), WBC,HCT # PLT iF % i
FEL43 5 Sy (3. 97 ~ 9. 15) X 10° /1., 38. 0% ~ 50. 8% I (85~
303) X107 /L. A4k B Dh e i 4 45 75 4 (ALB) (N & iR
FEEMECALT) -4 R BERE IR (GGT) Rk Bl BR il (ALP) |
JHZT 2 (TBIL) \ H#IH 40 % (DBIL) | il 4 (Glw) | I 45 (Ca® ™ ) |
M ALEF (Cr) o I i K 00 4 45 5 E 161 @2 CTC) | e % % A8 & 11
& i (HDL-C) IG5 2 i 85 (A 1 @ (LDL-C) f1 TG, ALB IE
WAH N 32~55 g/L,ALT IE#{E8 10~40 U/L,GGT IE# &
J95~85 U/L.ALP IE % {3 50~136 U/L. TBIL IE % {8 KN
3.4~20.5 pmol/L . DBIL IE# {H} 0~6. 8 pmol/L,Glu IE %
{2 3.30~ 6. 10 mmol/L, Ca®" IF % fH H 2. 10 ~ 2. 60
mmol/L,Cr iE # {H & 53. 0~ 115. 0 pmol/L, TC IE # {f N
3.62~5.70 mmol/L, HDL-CIE # {4 1. 03~1. 55 mmol/L,
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LDL-C iE % {6 1. 81~ 3. 36 mmol/L, TG iE % { # 0. 56 ~
2.26 mmol/L., B# ABJ5 24 h ]I CRP fl D-dimer, IE %
{H 43 5K 0~8.0 mg/L 1 0~0.5 mg/L,

1.2.2 4y Jrd: R AP S FE 4>k HLAP 240 f1 BAP 4.
W AP ™ 5 & BF 4y b # BF AP (MAP) T 41 F1 H fE AP
(MSAP)W. 41 . MAP 45 H 2 AP 1 I R 2& B8 R AE 97 4k 2 2k
NP AR D RE 0B R R s 4 B OF R e . MSAP #F B &%
AP 1 R R AN A AL 0 A — 2 M 25 B DD R R R
(48 h W] BATIR A » SRR R 8 B 4 B I & JE T AS A7 75+
SV RS B I RETE N (48 h W ARE HATIR D) .

1.3 it abs SRA SPSS 17. 0 Geil Bk AT a0 br . ih &
PERMF & EA T L5 22 55 08U A T s R ALa) L BOR
RS AL R O 22 0T AR B A L BRI
PR P B (U A 67 80 LM (Pos » Pos) 13678 5 L BER
F Mann-Whitney U #:5% . SR AT Bl 1+ 77 22 40 0T AT L3
fa i K 2 R Logistic B340 # . K38 K E «=0. 05, LA
P<0.05 AEFHGITFE L,

2 & ®

2.1 W —BYER s HLAP 43 83 fi. B 65 i, &
18 il s 4F % 24 ~ 63 %, F 3 (37. 1 £8. 4) ¥ ; MAP 63 #i,
MSAP 20 4], & 3 2 BUWE IR s8R 5 I 4350 A 27 510 79 Bl .
BAP U855 72 5, 55 38 fl. % 34 f; 4 % 23~89 %, F- 3
(58.5+15. 4% ; MAP 51 fi] , MSAP 21 {5 , & 3 2 B4 bR 95 k.
HE 07 43 50 h 15 Bl AN 25 4], HLAP 21 1 38 P 5 3 b ) i
15 BF 14 %295 2R 35 0 55 5 F BAP 41 (P<C0. 01), Tii 4F % 1] BE &
X F BAP 41 (P<C0.01) . B4 H A48 45 25 5 W ¥ LG8 12 =
X (P>>0.05),

2.2 WM IERR bd  HLAP 419 PLT.Glu F0 I J§
¥g4r TC.LDL-C §& TG #8] & & F BAP 41, i ALT.GGT,
ALP,TBIL.DBIL,Ca** #1 Cr W B 4% F BAP 4 (P<C0. 05),
BRI R EFE I 22 L (P>0.05), WFE 1,

x1 HLAP 4270 BAP 48 I 7% #& Ml 45 #x 89 bL 8%

i HLAP 4{(n=283) BAP 4 (n=72) t/U P
WBC(z+5,10°/L) 13.7144.02 13.2444. 10 0.162 0.471
HCT(x=+s, %) 0.4340.04 0.4240.05 1. 830 0. 050
PLT(z+s,107/1) 232. 28453, 39 207. 0675, 38 1.082 0.016
ALB(Z=+s,g/L) 38.61+4.11 37.74+6.39 4.601 0. 325
Ca’* (z=%s, mmol/L) 1.9940. 32 2.1740.19 13.750 <0.01
Cr(Z+s.pmol/L) 72.85421. 83 87. 36433, 36 0.318 0.002
ALT[M(Ps;,P5),U/L] 38.00(22.00,61.00) 153. 00(95.75,279. 00) —8.111 <20.01
GGT[M(P;;,P75).U/L] 71.00(34. 00,114, 00) 336.50(184. 25,715.50) —8.353 <0.01
ALP[M(Ps;.P7;),U/L] 93.00(79.00,115.00) 140. 50(110. 25,203. 50) —6.459 <0.01
TBILLM(P5; ., P5) » pmol /1] 17.80(12.50,26. 20) 27.85(15.98,57.70) —4. 427 <0. 01
DBIL[M(P35, P75) » pmol/L] 2.38(1.80,4.42) 17.80(5.78,36.58) —7.782 <0.01
GluLM(P35.Pz5) ,mmol/L] 12.74(8.19,18.61) 8.82(6.96,10. 70) —4.601 <0.01
TC[M(Ps;,Ps5) ,mmol/L] 7.28(6.21,9.16) 4.39(3.78,5.19) —8.907 <0.01
HDL-C[ M(P3;s , P75) ymmol/L.] 1.31€0.78,2.22) 1.31(1.12,1.62) —0.133 0. 894
LDL-C[M(Pss ,P75) ymmol/L] 2.60(2.17,3.96) 2.37(1.85,2.94) —2.921 0.003
TGLM(P;5.Ps5) ,mmol/L] 24.09(11.42,29. 88) 0.98€0. 74,1.63) —10.510 <0.01
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2.3 P4l CRP #l D-dimer % HLAP 40 CRP ] . & F

BAP 43 HZ R A5t 2 X (P<<0.01), HLAP 4 1) D-di-

mer 5 BAP 4l 22 5 M B G324 8 L (P>>0.05) , L& 2,
*2 HLAP % BAP £A#y CRP #1 D-dimer(z+5)

EERTS HLAP 4 BAP 4 F P

CRP(mg/L) 165.204117.40 98.40£60.60 26.473 <C0.01

D-dimer(mmol/L) 1.6241.55 1.81£1.61 0.063 0. 445

2.4 W4 CRP fil D-dimer 5% K™ EREH KR MAP,
MSAP W41 H i HLAP 205 BAP 20 #H bb%¢ . CRP 2% $ 345 4
Pl L (P<<0.01), HLAP 41 MAP F1 MSAP W 41 [ 1%
CRP I D-dimer 22 R ¥ 45 4t it 2% & L (P<<0. 01), BAP 4
MAP Fl MSAP W 41 [ i) CRP Fl D-dimer 25 5,3 5 5 i1 2
B (P<C0.01), AP ¥ 1™ & & & £ CRP KA1 E

fEAL L3R 3,
x3 MWK CRP 1 D-dimer 5% %
FEEENXER
Wi TEHERE  n CRP(mg/L) D-dimer(mmol/ 1)
HLAP 41 MAP 63 127.4487.2 1.0320. 89
MSAP 20 272, 94127, 5 3.46+1. 75"
BAP 4{ MAP 51 88. 051, 3¢ 1.214-0. 95
MSAP 21 123,574, 4b 3.2741. 94
Py <0.01 0.973
Pregiy <<0.01 <<0.01
Prisp < ey <0.01 0. 400

@, P<C0.01,5 HLAP 41 MAP W4 b 4¢P . P<<0. 05,¢: P<C0. 01,
5 BAP #H MAP W2H H 454 P<<0. 01,5 BAP 4 MSAP W4 &k .

2.5 WAL MSAP fak R % HLAP 411 BAP
2 1 PLT.Glu, TC,LDL-C,TG,ALT.GGT,ALP, TBIL,
DBIL.Ca*" .Cr.CRP I D-dimer 4 54t A Logistic [8] I3 4+ #7 ,
#4 B ARR HLAP 4 19 CRP #l D-dimer J} 5 # 2 1} 3 MSAP
) f& e B 2 (OR=1.121.3. 716, P=0. 025.,0. 001), BAP 41
X D-dimer F 5 J&: 5 Bl MSAP (% & & K & (OR=2. 717, P=
0.002),
3 i e

AP B# A B B R A E R, BRI R F
WS IERE . HETIEAET R E AP 98 20 A L H bk
EALHE CWE e TG MUE e ARG AR R . B 5 %k
£ ERCP R T ARG 5., Ji kM@ g i aE (HL) 5 AP P
G TR R, EAE TR E HLAP [ & % 3 5% 45 1
B4 0E AP AR = RN I X R AR 5 AR TG B RNER B A5
MIBCE AR SG . HAT HLAP 55 B AN 58 4 B, (H 200 5 A K
HR W5 BAP BB A, o] 68 5 8 B 65 R0 58 B80S 5 3
JE R B B AL 5 L T BE S TG A A = 9 i % I 1R
X FE g B 40 P 4 ] 2 45 4% A G L 38 PTRE 5 B AN Il A N R
1B A 453 4 L I Y s R IR 2 AN R B UKL 51 R B 08 3F B AR A
ST BAP K9 AT AE & A O IR 45 B 1 R 125 ] R e A
SR IE Py R 73, IR B A B RO R R T . 5 H
37 N T30 AP AH EE . HLAP 53 0 107 30 Bl 22 B00E W B
IR BT E A 5 & Ry MSAP 8 & AP, % A A
W B 2R AR L 2Pk B e B 2 AR B T BE R S N EH TR

FTREF207THF1AF 4655 14

iE T By R AR,

CRP ZHUAAE 5 i i 20 U8 45 B T IE 40 L 45 1) 2 P I
NFEH . CRP 32 2 %l 41 i (K 7 98 37 . RE 0% 80 40 14 O 18 48
20 M W A RE 8 IR Y b B 400 LRI SR A I W A R 5 IR AR
I 20 M 2 2L TR 01 A s 3 RE 5 3 R R PO TR B A ) B &
P IR B 1 2 2N L 2 AR I R S5 e ML )
5. CRP 7 15 1% 00 B vk B2 AR AR . AL Hh B0 4% 0 532 401 )5 3K
JNBSFF G FE R .48 h A2 AT I8 B W O EL A ) TT LA R TR .
PEAEAF 52 & B CRP 1T DL R IPAG AP B 7™ 5 2 i B4R H Il
S(E A 2 B A R S5 — bR ol (R B ATIA Ch i CRP
HIWTEE AP HA B MET '™, HEBEAEX AP H CRP 48
TR FE R X AP W5 R E 17 X 4. AR 5E & B AP g[8 Rl
FeE R AE CRP /K 17 46 38 HAE L, i WE 2 AR 9% CRP ) It
AP =5 R I JF K % 5] HLAP fl BAP ] G677 26 ARl A
W55 & B CRP £ HLAP 41 W] & % F BAP 41, CRP F+ & &
HLAP {8 MSAP i1 /& b [F &K, [ 16 (8 ] CRP 34 HLAP F
BAP ™ & 2 19 I F(A N A£ 7E AN Al . HLAP f 35 /) CRP H]
W T BAP BE HETA b ol g5 TG K H A= 4 .t
e U FFF 2 AR DT

D-dimer 2 £F 4 25 [ SR 4035 16 9 5 1 B 7 NI 32 B S L T
T gk U T KA 7 A 0 R S PR R AR . D-dimer F i BR A
ZF HLURBE IR 27 15 72 G0 10 U EE B0 -8 ) bR I8 R I A4
PEBIG I8 AR 2 — . D-dimer #7732 FH T # bk 1 1 4 % 95 A
PRECHE I P9 I A2 . AR BF ST & B HLAP 41 f1 BAP
B FH M D-dimer 22 R LG 1228 L HZ M4 MSAP 1) D-
dimer ¥ ] i & F MAP, # H D-dimer 7} & & HLAP 41 Ml
BAP 41 &% 3 MSAP (9 fa 5 [ % . HLAP 41 fl BAP 4111
D-dimer 7+ 5 AP ™ &2 6 56 3% 5 BEA R X 40 R 1y AP
WFFE 25 AR — 5T,

CRP fil D-dimer 7£ HLAP il BAP &% th £ i B %,
- ELF0 AP = E B BEAH 6. HLAP #3% CRP 19 F & 5 BAP
BF A LTI B, AP g B AV B E AR CRP K P AIEACH
YEFH . HLAP il BAP # % 19 D-dimer F} & J& 5 ! Bl MSAP
KGR R E . ifE HLAP 3 F CRP s 2R E R, &
W N EE AP B35 00 ot 20 Bir DA B AT o L AH 56 45 bk oF 47 0F
58, A Ja MR R RIF EAT I 5E . 78 HLAP I BAP {3 5
W CRP FI D-dimer A DL 4 540 Wy 952 95 7™ o R B2 L 61 X AT A
I MSAP {1 8 35 R s W b Fya o7 .
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