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A7.6%, @4 37 1) IgE ¥ &84 AIP % %, 3 1gG. 1gG4 3. B & F % 494 4 %1 4 59.5%.89. 2% .62. 2%,
AL 50. 0% EOSY A & .C3 Ak . C4 B4k, B & o4k Mk |5 &K it 400 5k 0% A 3 248 Jk ok 09 8 4 b ) o 3)
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Abstract:Objective To discuss the clinical significance about the increased serum IgE in autoimmune
pancreatitis(AIP). Methods The serum level of 1gG,IgG4, complements, globulin(G) , the percent of eosino-
phils(EOS%) and autoantibodies in 63 AIP patients and 30 healthy controls were tested,and the relationship
between IgE with these immunological markers were evaluated. Similarly, the relations between IgE and AIP
combined with allergic diseases or combined with diabetes were also evaluated. Results The percent of in-
creased IgE,IgG,I1gG4,G and EOSY% were 58.7%,58. 7% ,74.6% ,61. 9% and 25. 4% ,respectively. The per-
cent of decreased C3 and C4 were 31. 7% and 34. 9%. Autoantibodies were positive in 25. 4% patients. Allergic
diseases and diabetes were discovered in 15.9% and 47. 6% of AIP patients. There was a positive correlation
between IgE and IgG4,and a negative correlation with C4 (r=0. 404, —0. 294, P<C0. 05). There were no cor-
relations between IgE with G and IgG (r=0. 132, P=0. 303;r= —0. 255, P=0. 080),a positive correlation
with EOS% (r=0.021,P=0.873;r=0.089,P=0.490) ,and a negative correlation with C3,but none of them
had statistical significance. There were no significant differences in IgE in the patients with and without au-
toantibody, diabetes mellitus or allergic diseases (P=>0. 05). Conclusion The serum IgE may be a potential la-
boratory indicator for the diagnosis and monitoring of AIP and may be involved in the pathogenesis of AIP and
pancreatogenic diabete together with allergic mechanisms.
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BT IR AT I & B B g . ATP BB AT I 2 A
FEF S H AL AE R N PR A O MAE L M E 1G5 1gG4
KT B BPUREESE. Hd, DL 1gG K& 1gG4 Tt
i AR AE M . ARk O SCHR iR E R L B 4
ATP 835 1 B TgE 7K P34 & . IR HEWT 1gE 7] figs
R AL Z 5 T AIP B LR . B, A S
ARV IgE 16 AIP & i /EM, /- H 5 ATP %
TEME G g% 2 45 bR A DGR IR0 TgE 55 ATP Jf & 4k
PRI B ik S 06 1 G R

1 #REFZE

1.1 — R I 2009 4E 5 H & 2015 4F 10 A FF
it B2 BETH AL N RHZE SZ G IT 1) ATP B35 63 i i Il IR
FORE IR HAE R ATP 4. Frfs R 4 35 A R
B2 2w il 1 ATP 2 bR S - (D A B #2819
LUV RRAE 5 (2) FRAEPE I e iR CT R 5215 S Il
IgG4 FHE s OWMEBIBITAN. 46 1 &L Lind
BIRT 812 [ Bof 3B H A JBE B i 2% 23 1) ATP 32 i b
. BT A8 f], 22 15 i P AF i (54. 51+
13.29)% . e B A K ifg = B £t B AR K & 30 441)
YESh X B2, Hodr 55 18 Mo, 4o 12 fii], oF 3 4 i
(57.67+10.41)% . PILLHE SR R B9 — M TR L AL
EZREGITHE XL (P>0.05) , AF A M,

1.2 ik REFAVFRX LA EH KM 5 mL,
K FH 8 3RS L 0 v A D 4 i 5k 2 1 AR A (Beck-
man Coulter Immage800 J JFE 35K 7) ., K Sysmex
XN-9000 4= H 3 1L 4H Jd 53 B 45 A D o 1 4 s 20 B A
S (EOSY%) . KA Beckman Coulter AU5800 42 H
Bl A AL A3 BT A R T 2 R0 A T Bk B . R A [ RK
%2 EUROIMMUN ANA Profile 3 Euroline &7 & #

W E SPriR[EhUEUR P EE DNA HLik (BT ds-
DNA $4) o Bt v P bz 48 e 53 $t 7 CANCA it 49 |
UL PEPU R BUAR (BT ENA Sufdo T, [RIE, [l ik 43
Bt 63 il ATP 35 (1)1 R 2% B0 J 5 & 2ok 50 99 s AR
PRI W15 L .

1.3 Zil2gAb ¥ R SPSS17. 0 84 i# 17 51t 4
Br it % kR A Kolmogorov-Smirnov # 47 1E 25 1
R . A AT IE S A WS 745 RO, A 0] g
KT ¢ KB s A ANAE G IEAS 43 A s v 50 Y 43
PR BEFe R LM (Pys s Pos) ] W4 3 5 %R 8] 19 4H
KR Spearman FH PR . THECRERER I E 4
AR AR LEECRH o fe. PL P<<0.05 A2 RA
Gl FE X,

2 % ES

2.1 AIP B3 e 48 br e sl S L 5 X7 B4 L3
63 fi] AIP g E A5 37 ] (58. 7%) IgE # & . 7F 63
Bl AIP 3% IgE IgG  IgG4 BR85 11 57 % 19 Lb 1] 43
Wk 58.7%.58.7% .74. 6% .61. 9% ;s EOS% F+ &5 .C3
FEAR . C4 BEAK . B 5P BH P 9 & 3 St 9 0 A ot
W BRI Y B L 4 ) 25, 4% .31, 7% .34. 9%
25.4% .15, 9% A1 47. 6% . i #E 37 ] 1gE 34 =5 Y
ATP i, H 1gG 1G4 (BR 85 (A 573 19 Eb 451 4 301l hy
59.5%.89. 2% .62. 2% ; EOSY% F} & . C3 B A% . C4 F&
1% B BHU B PE I K b 52 0 A I & 5 R 9 1
BE 4 B o 29.7%.35.1% .35, 1%.,29. 7%,
18. 9% 51. 4%, 5 %] B4L 4 L, ATIP B & IgE.
IgG . 1gG4 R /K P-4 & . 1 C4 B0 B2 FRAIG, 22
SWHE G E L (P<0.05) . 1L 1,

x1 AIPHMMNBHEAEEFERMNESERILER

gk IgG 1G4

25 n
[U/mL,M(Ps5 ,Pr5)] [g/L.M(P2,Pr5)] [g/L.M(Pss,P5)]

AIP 24 63 180.0(71.2,311.0) 16.2(13.3,19.8) 5.5(1.6,11. 1)
popiis:i| 30 65.2(30. 4,94, 3) 12.1€9.1,13.5) 1.0€0.7,1.6)
P <<0.001 <<0.001 <<0.001

REM C3 C1 EOS%
(g/L, 7%+ [g/L.M(Ps.Pr5)]  [g/L.M(P2s,Pr5) ] [%.M(P25 ,Pr5) ]
32.9246.23 0.9€0.7,1.2) 0.200.1,0.2) 3.10(1.5,5.3)
25.242.93 1.2(1.0,1.3) 0.3(0.2,0.3) 2.25(1.38,3.8)

0.023 0. 008 <<0.05 0.161

2.2 IgE 5 H A =il IgE 5
IgG4 Z AR IEAH G, 5HMA C4 S A (r=0. 404,
P=0.001;r=—0.294,P=0.045); IgE 5 EOS% .
C3 LA (r=0.132,P=0. 303;r=—0. 255, P=
0.080); IgE 5 IgG & IgG4 Z [A] & AH & 1t (r =
0.021,P=0.873;r=0.089,P=0.490),

2.3 IgE 5 AIP Jf &2 fitk %< 9 5l b PR s 1 56 &
FE B I R I & B R s BB Y TE K F 435 ok
155.00(144. 06,325. 93) ,199. 00(114. 33,564. 89U/
mL, A A 25 G ¥ B X (P=0.274) ;3 &
I S R I R M R 1 R TgE KT 4y
WA 224. 00 (144. 02, 317. 38).177. 00 (158. 99,
431.05U/mL, A b3, Z 5 KBSt ¥ B L (P =
0.408) ;s H S HUARFHYEF B B HU A B PE 85 1 IgE /K

SEA R 230, 50(133. 02,293, 67).177. 00(156. 81,
461. 4D U/mL, A L. 2 F LGt B L (P=
0.956),
3 it it

YOSHIDA %09 7 1995 4F 5 ki 1 AIP 19 #%
&I ATP Sy —Fpopl 57 B IR R %9 . ATP Il IR 3%
P2 HE  BEWT B0 R 28 1 e A8 PR S R MR R R
o 2 M TR R 9 — IR R o 3R] I & A Ak 1 B A R M
JI5 15 I 41 Ak AL S5 B IR AN RE R . TR B, ATP 38 ] S 85 fl
BRI W REZR ALY . 28RN A B R
REXALAE AIP R B A EZEM HREXTF
ATP LR [ R MLHI A SR AF AR Z2 B )0, TgE fE
R e Bk (L 4 HLR A0 B A R R R A T
55 W8 TR (RO P R 41 L A K 4 i 45 3R 1T 32 AR A 25 4
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AR 9 PR 5, AN S5 B — R A R
K BR T OATP FRAEME M G R 48 b5 (i TgG4) 4b, IgE #E
ATP BH R 2 Wi 832 2 Ok 2 2= 5 M E A,

AT FE K BL.58. 7Yy AP B 1L 1gE KFF
25, 40 R EOSY T 537 il IgE 34 & (1) ATP
BE A 18, 9% I & o B, KAMISAWA
SRS B R, 37. 5% ~44. 4% [y AIP B3t % 5
RO A M S O B AR S LR B AR R
Wi 2GR S . HOARAF S KWL IgE 5 1gG4 R IE
I (r=0. 404, P=0. 001), 5 VAN TOORENEN-
BERGEN £ g5 AR, 78 AIP K 4 S5 M A8 45 I
i, IgE Fi IgG4 Z 0] LA AH G . A WF5e &, Th2
AU Th2 B 40 j B+ [ 3 40 B A & (IL)-4 115,
TL-13 0 81 M T 40 K 35 4 T 40 5 7 (IL-10,
A A K F-R) fE ATP 19 A& 9 HIL I A 2 A DG B 1
FER™ i Th B4 A 5o T 40 Sk
PR WSS T AR N PR & A R, JFH
A WEFE KB AE B IgE A5 1 3 o B s b I v Te G4
KR L TgGA 1E 2 W ATP (5 fF P 48 br
H B FJE 6] IgE A3 19 98 1 S g« 1 2o S0 1
T 8 W2 = R4 S TeGa Pk EEFEEY . Bt
ATHEWTH IgE A S O N T RES 5 T AIP I &
HERERE,

ARSI H .31, 7% () ATP B #F 4 A C3 KT
B .34, 9% 1Y B AMA C4 KR %, H IgE 5 4 A
C4 B M 26 (P<C0. 05), b & Bl 5 MURAKI 457 fy
Mo g —5r, ZHANG 255k 3,50 % 1) AIP &
HHEAMAE C3 KV TR, 454 B N A TR GE . A
TF 8 HE DA 24 fe 938 52 45 ) T g 3 ) 48 L 48 0 b
ARG, FHOL L ATP BB 5 9 N 1 20 99 ) b 1A
C3 J CA K FFEAR AH 2 M3 TeGA I AR S 51
AR W H IgE /v 3 AMEA RG0S I — 2 T 3
ATP 9 kA= 8l 5 g Zh PR AE G .

BN AW K, A7. 6 %5 1 ATP 3 I & B IR
. WANG ZE N R FE R BB K 40 B 38 76 57 /9 1gE
ST HE DR Ik 37 A B B . e o) o BE R A BN
2 I 4 2 W T A2 9 L TgE R0 LA b B 25 1 XU TR
FAHELAE R S AT LA K 38 T A K 40 A 5% 4 X6 IR
W . JF B ZHANG %9 & 3, AIP (5 B IR
WP BR T AP FRAEME 09 3 22 RIS L i A7 A2 LK
MM 2. RS OUR PR 2 20 i I K 4 i 43 1K
A 1ML 45 JE L ZHANG 2500 % 3R K 40 i 45 o 4 A 1
RN B2 ) PRl B o B B 6 ] Bl . T O A i A A
2L LR AR 3 i H SR R Z K FeeR1 5 IgE 45
B o AT R JIC 2 Wi I A A4 e 2 1 4 i PR 7 % a4k
Hra, Hib,. il RENMSMWEBRNITRESST
ATP J U5 W5 PR s 19 & A

ZE L RTR  ARBE ST K B AE ATP SR E L i TgE
K5 i 1gG4 KF R IEA &, i IgE /v 5 19 2 %
R AI eSS T AIP J R IR MRS IR 0 & A i 72 9

H IgE rJAES 5 #MA R S8 (109 Wi 5 % AN A I A
Ik —H2 5 AIP 1 RS G sh P A o . HUR
ABETERS 1gE 72 ATP 7R AT 18 i WLkt H 2
TgE Jn o 38 2ok 2o SBCHIL A 45 77 J fl B AH O I 20 2R AT s
— BB . AT IgE A AT RERCY ATP 2 HT I
A 0 1 A A BT 1) 92 38 2 A s - ELA AT RE G
T KO B AR 4 T AL ATP JRCE R R 09 P9 41 43 6 o
RE » IR EAT AR 3 7 s T B 4R ATP fR 3 A AR
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[1] MIYAMOTO Y.KAMISAWA T, TABATA T.et al
Short and Long-Term Outcomes of Diabetes Mellitus in
Patients with Autoimmune Pancreatitis after Steroid
Therapy[J]. Gut Liver,2012,6(4) :501-504.

[2] HIRANO K, TADA M,ISAYAMA H,et al. Clinical a-
nalysis of high serum IgE in autoimmune pancreatitis[ J].
World J Gastroenterol,2010,16(41) :5241-5246.

[3] VAN TOORENENBERGEN A W,VAN HEERDE M J,
VAN BUUREN H R. Potential Value of Serum Total IgE
for Differentiation between Autoimmune Pancreatitis and
Pancreatic Cancer[ ] ]. Scand J Immunol,2010,72(5) :444-
448.

[4] KAMISAWA T,ANJIKI H,EGAWA N, et al. Allergic
manifestations in autoimmune pancreatitis[ J ]. Eur | Gas-
troenterol Hepatol,2009,21(10):1136-1139.

[5] CHARIST,SMYRK T C,LEVY M J,et al. Diagnosis of
autoimmune pancreatitis: the Mayo Clinic experience[ ] ].
Clin Gastroenterol Hepatol,2006,4(8):1010-1016.

[6] YOSHIDA K, TOKI F, TAKEUCHI T, et al. Chronic
pancreatitis caused by an autoimmueabnormality. Propos-
al of the concept of autoimmune pancreatitis[ J]. Dig Dis
Sci,1995,40(7) :1561-1568.

L7] E3L, 2208, %0 B 5, 55, B At Hh DX A8 N M e 48 50 )
A PEAS B JE R S TgE AR TgE Rl 43 Fr L) ], BARKS
By P42 ,2012,27(3) 1 101-103.

[8] KUSUDA T,UCHIDA K, MIYOSHI H, et al. Involve-
ment of inducible costimulator and interleukin 10-positive
regulatory T cells in the development of IgG4-related au-
toimmune pancreatitis[ ] ]. Pancreas, 2011, 40 (7);1120-
1130.

[9] ZHANG L,GUO L,HUANG Y,et al. Allergic diseases,
immunoglobulin E, and autoimmune pancreatitis: a retro-
spective study of 22 patients[J]. Chin Med J (Engl),
2014,127(23) :4104-4109.

[10] MURAKI T,HAMANO H,OCHI Y,et al. Autoimmune
pancreatitis and complement activation system[]J]. Pan-
creas,2006,32(1) :16-21.

[11] WANG Z,ZHANG H,SHEN X H,et al. Immunoglobu-
lin E and mast cell proteases are potential risk factors of
impaired fasting glucose and impaired glucose tolerance in
humans[ ] ]. Ann Med,2013,45(3) :220-229.

s H 1. 2017-11-12 &1 H #:2018-03-04)



