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The preliminary study of IgE in rheumatoid arthritis patients
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Abstract : Objective To determine the level of immunoglobulin (Ig) E in serum and synovial fluid,and ex-
plore its relationship with clinical parameters in patients with rheumatoid arthritis (RA). Methods A total of
87 RA patients were recruited into RA group,and 88 osteoarthritis (OA) patients were selected in control
group. The level of IgE in serum and synovial fluid were determined and statistical analyzed. The RA patients
were divided into two groups further according to their IgE levels,including IgE elevated group and IgE nor-
mal group. The inflammation extent of arthritis and numbers of patients with extra-articular manifestations
were compared between the two groups. Results Compared with OA group, there was 49 patients in RA
group whose serum IgE elevated,and the mean level of serum IgE in RA group was also higher than that in
OA group.,the difference was statistically significant (P =0. 000 1). The mean IgE level in synovial fluid of
RA patients was also significantly higher than that of OA patients (P =0. 027). However, comparisons of
swollen joints, tender joints, erythrocyte sedimentation rate, C reactive protein and numbers of patients with
extra-articular manifestations between IgE elevated group and IgE normal group did not show statistically sig-
nificant difference (P>>0. 05). Conclusion Elevation of IgE in both serum and synovial fluid are found in most
RA patients,but elevation of IgE doesn't related to more active arthritis or more extra-articular manifesta-
tions.

Key words: rheumatoid arthritis; osteoarthritis; immunoglobulin E; extra-articular manifestation

PN R AR (RA) B —Fh B B e PR . & BURAE S AT 3 S0 K20 M R 7350 2 g 55 400 J5it » A 1 34
LRWIGIE RIEMER Z R R, AW TR i @& 5 IgE M A 5 0T T 88 U 1
MR 126, RA I BERRAE y FR S0 bk (0 W S S % 0, e A SR R L o O B R R N M
SEBE A A MR T L B R S EURCE R IORE RIS 2 W R P Al AR | SRR Ml i T L JRR
MRS, TR RS 2R IR S S, KGR RBEAEY . IR L E — 2 RA B 10
XEEHRRZHCA R IREA TG A IgM Z5%). WS 1gE Jhd X Fh 402 8 H A Im K 3 307 oA
B TgE B AT 58 B D . TgE e Mg Ak PR, 84000 RA G I S 5619 Wb TgE K1 f2 He il IR
IUh 8 IgE 19 0.002%  IgE A 5 KIS 4. 5 B LTI,

EFE A AT Lo, FIR BRI, 35 B I MR 515 9 2 WL s 1 A AT



« 1264 - BREFHER2018F5 AF 15 8% 9H

Lab Med Clin, May 2018, Vol. 15,No. 9

1 #wREFE
11—kl Yk 20124F 1 A 1 H A 2013 4F 12
A 31 HEARBHMEREIAIT ) RA &L 87 il A RA
4. A R E AT A 98 B R 2% 2 (ACR) 1987 4F
RA 3 bR s BT A B Y28 2 MG R 2 45 3 2 | ik
26 . [ AR B SO 8 AR 0% L 1 31 DG T ) R O
% (OA) B # 88 g A OA 41.0A W% 4 2010 4F
HAE B 2 s W r s 2 Wi de M . 2 AR E I HERR
PR] JFE Al i PR T 78 5 0 2 7 9 995 o LA B A ot 0Pk 5 5
W2 1k i BE R R B 55D BT 3k IgE Fhm iy B .
RA 4 5 23 (26,4 %) . % 64 $](73.6%),39~88
BT 61.2413. D OA A 5 31 41(35.2%) ,
257 B (64.7%),48~89 %, F-14(63.6 + 10. 1) %,
2 BE N RS IR, Z R LG E L (P>
0.05), HA A bt
1.2 7k ARG R TG = 25 18R IR ik i
4 mL GEKE . T Z SRR Bl b 325 00 5 B 9 6 42 13
e TgE 7K FH ot 240 6 A 00 4000 2 I % 1 4 i 3
B(EOS) . XA &1 BRI Y f8 3 [R) B el B OQ 5 O
PATRIRE J5 i I g Horp IgE 1K

A 1gE /K RA & 73k 1gE Jh s # IgE
EH 24X 2 HBFHATIEH A RL A, D
ST HL T T B B R A B PEA A R AN R, &
SEPEAR A TCIE IR A5 19 L 28 KU 1 A8 4% 22 M O JIE
TR B BN R IRRE, RAMKENE 2
2 R B £1 20 T R R (ESRD R FH S0 58 Bt ik 0 5
C R (CRP), JF A 2 B & LR by

25,

1.3 Siib2eab SR SPSS16. 0 Giit 3k A1 4K
PEAb PR Gt AT, BRIER AT R T
FoR 2 A R AR SLREAS ¢ A 5 o TR0 R LA
B AR RR 2 AR ¢ K5, P<<0.05
NEFHEGIT¥E L.

2 & ES

2.1 2 BF MG M RTIWE IgE KL RA
b o i TgE /K P B8 OE # 3 B TE &, O (2400 1 &
54. DIU/mL, FF s %% f 49 4511 (56. 3%) s OA 2 i
1 IgE /K (98, 2248, 2)TU/mL, IgE F+ & i 5 Ky
21 1(23.9%) ., RA 41 IgE /K FH 5 & F OA 41, %
SA G E L (P=0.000 1), T 2 48 %+ EOS
2 BTG L (P>0. 05) 8 1E # K, ¥k WL
BIE (P>0.05),

RA 4145 32 il 3, OA 4145 58 il #4717

KWW IgE M . RA 56T K IgE KPR 2
SmTOAA, ZRASITHENL(P=0.027), W
*1.
2.2 RAHBEWNLIGIE SIS OB A T
IgE b fs RA & 73y IgE JHm A IgE IEH 4.
2 2 FR A R I T G 1 L R 9 Q1 $ ESRLCRP J5 i
e, 2R 8% 3 X (P>0.05), IgE Jt &4
(63.3%0) A S5 bR B AY B LB wg 7 T 1gE IE
WAHGBT.9%) HER TG EE L (P=0.61), I
%2,

*x1 2HBEN EKFERIM EOS Lk (£ )

15 i 37 1gE i 1gE Tt & 1. EOS G S TgE
ZH 1 n

(1IU/mL) [n(%)] (X10°/L) [n(%)] (1IU/mL)
RA 4] 87 240. 1454, 1 49(56. 3) 0.3390. 135 32(36. 8) 160, 9+38.5
OA 41 88 98.2-+£48. 2" 21(23.9) 0.294-£0. 079 58(65. 9) 57.2419.6°

G IgE IEH S % EIEE N 0~100 1U/mL; EOS 1E % 2 % {H{ [} (0. 02~0. 60) X10°/L; 5 RA 41t , * P<<0.05

*2 ABREBAELEE
15 NS T i L i T 56 5 % RPN ESR CRP KATA R B
[n(%)] (Es5,4) (TEs5.4) (£ s,mm/h) (z=£s,mg/L) [n(%)]
IgE Jl &4 49(56. 3) 12.0+3.4 14.0+4.2 65.0+25.8 39.64+13.3 31(63.3)
IgE 1E % 41 38(43.7) 12.0£3.1 13.0+4.4 58.0+22.5 35.8414.0 22(57.9)

H.ESR IEW S HMIEE N 0~20 mm/h; CRP IEH 2% {HVEHE N 0~3 mg/L

3 03t T

RA (9 &9 AL H A A 50 405 58 R e X
L2 R MM EEAR Y Z —, Mg Ig XAME R 5
JEMR S M E B Sr, AR R RA B E A
& IMTE Tg AMASE I 55 (H 4R B A6 T I Tg

5 RA MM RMENFITGE 3501 RA 5 1gM TgA |
IgG MR FZ JUHIE TG X IgE B AT 52 W AH X 52 7
RA HEA 2 B — 3 1 8% AR P 09 535 B i » X
P BE G2 A7 I 55 0o S S 2 8. A e RO R
T E W fih S 21 Jo A1 At AT 1% 88 ko DTG 5 | 72 I 6 3



B EF LK 2018455 A% 1568 0 M

Lab Med Clin,May 2018, Vol. 15,No. 9

+ 1265 -

BYERG I, 5 R o SR . AR R LR A B
(14 2H1 e T AT A S i) S S W i OB L I E RA
BB R BT A WA AET S eI,
IgE " gl L ik 12 2 5 RA [ RAE I

AHEFE KB RA BE RN I TgE /K75 i 7
15 3K 5 Z R BF Y — B H R BRI TgE T Y
. [ AT & B RA 41 83 1) EOS 3 & T+ &
IgE 1T+ 5 EOS W o H et #2758 RA B b IgE
(1) Tt =5 AT BE I Al EOS 2 /EH

XRTWAAH B L. 5 OA B4, RA
HRHFERT P IgE K FH B E &, B TR
rh R AR BT LT 2 I 3 Y AR T o A
HE SRS o PRI DG T VR H R o B B A K B R
L2 iz T A KSR AR X A R R RN, DL SR
TAFFEN AT . W AR AT AR SO 3 P 3 s A
I 56 A A T 26 AR A 8. T DUAE B RA BB
W TgE KFm T OA B3k .

XFRA 8 E B4 A 53 Br kB IgE Jt i 41 A IgE
TE R ALK 2 20 f8 35 B b ik O 15 B0 R o8 1T A ESR
CRP WA 25 G122 L (P>0. 05, Xy
SRR IgE Fhm B el s 7 IgE IE % B (H 2
ST X (P>0.05) . H TAMFRL
A1 3% AL HE 2 R 45 1T L 28 KU 1 i 48 AR L AL L o0 AR
T2 2 B B IR R S AR 2R IR B
B N R UAHEAT BRIk ) 43 )2 3 A B O 4 A T R
s WA . AT LA X R G AN R B A
SRS 2 W) B E G AT B Ay B . 53— J7 T, GRU-
BER 451 (1 1fF 7 2% WA T 55 A0 K 40 A 8¢ e 4 1z 4k 8 T
Pi-IgE ik, X vl fig 5 & W R4 A & . MILLAUER
RN E T RA B E RN IgE-HL IgE & & ¥k
- R B B TR L SR RA B RN AEAEST IgE
bk e ies S RE 485G E &9 T FH IR TgE
T W R . 3X RE A R R AE TQE 7K F- & 1Y B8 & b ¢
TR EKWHRIIEAR G, B A FFiE— 2R
WS,

g5 Lk RA FCE IR PN I 3 65 Wi b TgE 7k

-3k T H TgE B TR A & T BOCT R G R
ol B 2 ST AR R B

2% ik

[1] RUYSSEN-WITRAND A, CONSTANTIN A, CAMBON-
THOMSEN A, et al. New insights into the genetics of im-
mune responses in rheumatoid arthritis[ J ]. Tissue Antigens,
2012,80(2):105-118.

[2] GRAMLING A,DELL]J R O. Initial management of rheu-
matoid arthritis J ]. Rheum Dis Clin North Am, 2012, 38
(2):311-325.

[3] COOLESF A,ISAACS J D. Pathophysiology of rheuma-
toid arthritis[J]. Curr Opin Rheumatol,2011,23(3):233-
240,

[4] SAITO H.ISHIZAKA T,ISHIZAKA K,et al. Mast cells
and IgE: from history to today[]J]. Allergol Int, 2013, 62
(1):3-12.

[5] HEJS,NARAYANAN S,SUBRAMANIAM S, et al. Bi-
ology of IgE production: IgE cell differentiation and the
memory of IgE responses[ ] ]. Curr Top Microbiol Immu-
nol,2015,388:1-19.

[6] FERSTIR,AKDIS C A,O'MAHONY L,et al. Histamine
regulation of innate and adaptive immunity[J]. Front Bio-
sci,2012,1(17) :40-53.

[7] ADIESIC M, VERDRENGH M, BOKAREWA M, et al.
Histamine in rheumatoid arthritis[ J ]. Scand J Immunol,
2007,65(6) :530-537.

[8] PULLEN N A,FALANGA Y T.MORALES J K.,et al.
The fyn-stat5 pathway: a new frontier in ige-mediated
mast cell signaling[J]. Front Immunol,2012,11(3):117.

[9] GRUBER B,POZNANSKY M,BOSS E,et al. Character-
ization and functional studies of rheumatoid synovial mast
cells[J]. Arthritis Rheum,1986,29(8) :944-955.

[10] MILLAUER N,ZUERCHER A W,MIESCHER S M, et
al. High ige in rheumatoid arthritis (RA) patients is com-
plexed with anti-ige autoantibodies[ J]. Clin Exp Immu-
nol,1999,115(1) :183-188.

iR H#1:2017-11-28 & 18] H 1] :2018-01-20)

CRHEE 1262 30

[8] QUEZADA Y, WHITESIDE J L, RICE T, et al. Does
preoperative anal physiology testing or ultrasonography
predict clinical outcome with sacral neuromodulation for
fecal incontinence? [ J]. Intern Urogynecol J, 2015, 26
(11).1613-1617.

[9] TORRE D L,COGLEY K, CALISTO J, et al. Primary
sigmoidectomy and appendicostomy for chronic idiopathic
constipation[ J ]. Pediat Surg Intern, 2016, 32 (8): 767-
772.

[10] SCHWANDNER O, SCHRINNER B. Rectal mucosal
prolapse in males: surgery is effective for fecal inconti-
nence but not for obstructed defecation[ ] ]. Tech Colo-
proctol,2014,18(10) :907-914.

[11] ALIMOHAMMADIAN M, AHMADI B, JANANI L, et
al. Suffering in silence:a community based study of fecal
incontinence in women[ ] ]. Internation J Color Dis,2014,
29(3):401-406.

CfcRE H . 2017-11-26 & 15 H 1] :2018-01-18)



