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(FE] B AL AERMEBH(GSE) & L f iF 4 7 M 404k 8 5 R B I B 40 4k (TGA) LWL A B2
FAREMA) A LR A £ IR E O KRFAR(DGP) 89 B 0L, A6 R 7% & 44 ¥ GSE RUEIRE, FiE #R
2018 % 1 A £ 2020 % 10 A # % 50 #1 GSE BILAEA GSE 20, 5F 5B F B AT F A A >7 F 4, 5 LKE
B EILES0R A S LB E S A AR 106X ERBRB S A 50 #1444 xR, 5 5347
TGA.EMA .DGP #& M, 3t & R #4704, £ GSEAZTZGARIAABHEMABEME R . 8hFE. 4
¥ & HR % Fo 2 B IPAR, GSE 28 TGA-IgA . TGA-IgG.EMA-IgA .EMA-IgG .DGP-IgA .DGP-1gG [a 1 % 4 5|
#90.0%.66.0%.92.0% .94.0%.92.0%.96. 0% . ¥ A 2 & T A B4 (P<0.05), £ GSE ## b &4k L,
DGP-1gG ¥t & F @ A (AUC) % X (97. 0%) , M1 TGA-IgG # AUC % 1 (81.0%), TGA.EMA .DGP # IgA
Fo lgG HF EH X T 94. 0%, EMA.DGP # IgA #= 1gG Z# E ¥ X F 90. 0%, 12 TGA-IgG Z # JE 5 1%
(66.0%); % B B A DGP-IgA+1gG # AUC % & (99.0%), <7 % 21 DGP-1gG ## TGA+EMA+DGP %
By RCRE RAF L R AR BT E TR TRAAAE P TRAAMA ) A 100. 0905 >7 % 40 TGA-IgA # W7 2 fk x 4F . &
R OF B TR TR A TR ARAA I A 96. 2%, <7 %40 TGA-IgA RHEH 75.0% ,>7 % 41 TGA-IgA R
BEH 96.2% , UL £ F A% FEXL(P<0.05);<<7 %0 TGA-1gG ZHE 4 45.8%,>7 % 20 TGA-
IgG RAE A 84.6% ., LK £ F AL FENL(P<0.05), &if ©FHFF Rk DGP-1gG TH A L&
GSE % 7 i i & ik,
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Study of serum specific antibodies in children with gluten sensitive enteropathy”
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[Abstract] Objective To provide a basis for clinical screening and diagnosis of gluten sensitive enterop-
athy (GSE) by analyzing the detection of serum-specific antibodies transglutaminase antibody (TGA), en-
domysial antibody (EMA) and deamidated gliadin peptide antibody (DGP) in the children with GSE.
Methods A total of 50 children with GSE in the hospital from January 2018 to October 2020 were selected as
the GSE group. The children were divided into the <{7-year-old group and >>7-year-old group according to
their age. Another 30 cases of healthy children,five cases of autoimmune hepatitis,ten cases of allergic purpu-
ra and five cases of inflammatory bowel disease in the same period were selected as the control group. The
TGA,EMA and DGP tests were performed respectively and the results were analyzed. Results The main clin-
ical manifestations in the GSE group were chronic abdominal pain and diarrhea,anaemia, malnutrition, growth
retardation and anxiety and depression. In the GSE group, TGA-IgA, TGA-IgG, EMA-IgA EMA-IgG, DGP-
IgA, and DGP-IgG positive rates were 90. 0% ,66.0%,92.0%,94. 0% ,92. 0% ,and 96. 0% ,respectively, which
were significantly higher than those of the control group (P<C0. 05). In terms of diagnostic efficacy for GSE,
DGP-IgG had the highest area under the curve (AUC,97. 0%). In contrast, TGA-IgG had the lowest AUC
(81.0%). The specificity of IgA and IgG for TGA,EMA and DGP was greater than 94. 0% ,and the sensitivi-
ty of IgA and IgG for EMA and DGP was greater than 90. 0% ,but that of TGA-IgG was lower (66.0%). The
highest AUC (99.0%) was obtained for the multi-item combination DGP-IgA-+1gG. The diagnostic efficacy
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of DGP-IgG and TGA +EMA +DGP was best in the <{7-year-old group,with 100% sensitivity, specificity,

positive expected value and negative expected value. TGA-IgA was the most effective in the > 7-year-old

group,with a sensitivity,specificity, positive expected value and negative expected value of 96. 2%. The sensi-
tivity of TGA-IgA was 75. 0% in the <<7-year-old group and 96. 2% in the >7-year-old group. The difference
between the two groups was statistically significant (P <C0. 05). The sensitivity of TGA-IgG was 45. 8% in

the <{7-year-old group and 84. 6% in the >7-year-old group. There was a statistically significant difference

between the two groups (P <C0. 05). Conclusion
screening antibody of choice for GSE in children.
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kTR B R (gluten sensitive enteropathy,
GSE) J& —Fi & AL 7R 845 5y & TE T DL/ O R
RERE ) B B G eV L AR N FLEETS (celiac dis-
ease,CD), il # 76 JL # W 81 & /£, H AT 42 Bk GSE
BRI 1. 4%, LEBR R B & Tl A", 78
S I T R AR RV AR B BB R 0. 1% ~5. 7%,
T v XURS: AT B B R R 1. 2% ~55. 0%, RE&H
meta 7T & B . GSE 76 W #R F k0. 5% /D
A E GSE B M B il . 35 4Rk, v E GSE
NAE SRSt A S PRV WY S i o o A
X, 5 GSE SZhr 5 3R 0l e i T 9" . GSE Il
IRFBLZAE 5 A8 S i 32 Wi RUIR I7 L 6 ™ 5% i L
BEIVERET KoM, /N d 206 &gk E
FEO BRI A L 1 R PR R 40 G 22 A LR o AR
1k .02 BETIZ B GSE W& A, (0 /Nl 206 5 8 T
ARIER A MELLE L E R E R, B — R
BRI 4 S Pk BT RO IR O A GSE B H BT
B, AL FE 5 4y & Bt I B DT 4K (transglutaminase anti-
body, TGA) . Il N i 47T {& (endomysial antibody,
EMA) e it 5 3k 2 e 8 KT 4 (deamidated gliadin
peptide antibody.DGP) . AW 5% 21 0 1 GSE & L
I35 4 B AR TGA . EMA .DGP (1% 5 . HF i
PR A FZ2 W GSE $#2 R4 , Bk B T .
1 #ERERHE
1.1 —f&%#H

W dE 2018 4E 1 H & 2020 4F 10 H A Bt 50 1)
GSE HLYEN GSE 4. IARME . f5 G 2017 4R 5t
H 7k 4 2 (world gastroenterology organization,
WGO) 43k 7 B9 GSE 2 Wi bs e, B2 /0 3l 2 LA
T LI (D /Mo B R e 2=k A B A GSE )
RS R, B4 /N 98B 8 o 5 o8 A A LB R Y
An b B IR B A R A 5 (2) B GSE 1 AL Il
RAE AR, 76 AT 0B KB (gluten-free diet, GFD)J&
I7 I SR O G A3 L HEBR AR R . (1) ™ A BT HE
HO s (O Wi 8 O RGEEEE; () #aF O R
PEREYE 5 (5) /N8 PEB M., GSE 415 R 4E % 4r <7

The serum-specific antibody DGP-IgG can be used as the

serum-specific antibodies; gluten-sensitive enteropathy;children;clinical diagnosis;gluten-

BT B, <7 4 24 B E 9 #1415
B, PO AE I 5(3.6) %5 >7 B4l 26 B, b 5B 11
Wi e 15 B P RLAE RS 11(9,13) %, 5 15 It [w] 1 4kt Jjé
JLEE 30 Bl A S e M & 5 M) LA Bk S5 10 )
RAEVER G 5 B 50 ) L AR R X B 4L, HLAF s b
W45 5 GSE 4—%% .

1.2 7k

1.2.1 o 7 4 5 b 4 4Rk A )

BMELARILT GFD IR IE T, R E A= 8
Rk 2~3 mL, B0 B Mg . & F 70 C KA 1R
7. TGA I 5E K ELISA, 25 bR A W B 5 45 o §h
WEREE A =1 0, FIWT M BHPE . EMA #l DGP I &2
KR4 S e 9 6k M BUIR T EE =1+ 10 HI WA BH
PE. EMA 90BN H) 5 bt . W 3 N /N Ak E
45 2 4 UR R AE T L5 L) B 0 T R O L B I
T2 M N AT B . DGP 5 A B H) 5 A
W - B IOBE N 22 R EE 1 AR W A SR b R EDE
Byoyag @i, 0ok [ A E RR S R 2R 905012 W I
1323w ARG D S A A R R & D A 4R A
1.2.2 A% FHhD

WETER + 8 A2, WA 2% 410 g/L
P A TR R A L SR D) R cE R R -
ZL(HE) Yo (0 K o 804k 2 G o, 1 98 g 41 21
R ] Marsh 430317,

1.3 “%itaam

K SPSS22. 0 B A 3 47 BUHE 43 A o 1 BUREORL LA
BB A A R EBCR L X® RS, TR K RE I
R Z AR F T AEFRAE (ROC) i £k At 48 °F i R
(AUOTHE L P<0.05 WESFAESIT¥E X,

2 % R
2.1 GSE 4% &6 &k RZINILEK

GSE 21 3 1t JR 28 30 A 1% P 1 B VS L 3% 1M L
FAR ERKREERSE LRI, Hh<<7 24 5>7
ZAHMGEIRELIR L ZF TG ¥E L (P>0.05), 1L
*1,

2.2 GSE %8 o 3 B8 20 s i 4 5P 304K PR b Pl 4R
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6 Ff Ui T HE S ME R K I &5 R R, GSE 41 1gA DGP-1gG BHPE R ¥ W] & T 0 41, 25 R A 4
TGA-IgA. TGA-IgG. EMA-IgA. EMA-IgG. DGP- i} X (P<C0.05), L5 2.
®1 GSEHAFEWRERRIERI(%)]

207 n 2 VI 9 IR S agiih BHRAR EREHIRS fEEMAR

<7 %4 24 7(29. 1) 9(37.5) 4(16.7) 4(16.7) 0

=7 H 4 26 10(38.5) 5(19.2) 1(15.4) 6(23. 1) 1(3.8)

x* 0. 480 2.066 0.015 0. 321 0.942

P 0.559 0.211 1.000 0.728 1.000

®2 GSEAMMBHAMBHFERGRERLE»=50,1(%)]

4 5 TGA-IgA TGA-1gG EMA-IgA EMA-1gG DGP-IgA DGP-1gG

GSE 41 45(90. 0) 33(66.0) 46(92.0) 47(94.0) 46(92.0) 48(96.0)

XT B 41 1(2.0) 2(4.0) 2(4.0) 3(6.0) 1(2.0) 1(2.0)

X* 77.939 42,242 77.564 77. 440 81.293 88. 395

P <0. 001 <0. 001 <20. 001 <0. 001 <20. 001 <20. 001
2.3 ik # R MR GSE 69 Ak it L Oy T ~Tor-tovlss

6 B ILI A5 5 HE 5 E . DGP-1gG 19 AUC 1% vt ] Bt
TGA-1gG 1y AUC ik ; EMA-IgA . EMA-1gG ,DGP- i | o
TgA DGP-1gG i1 5L 1 4% 57 3 M v . 2 00 o o]
H B H DGP-1gA+1gG ) AUC &, TGA+EMA+ %‘ :
DGP 1) R 5 # » DGP-1gA + 1gG A 45 57 J¥ F v 04:
[EEN-ED
£3  MEBSEHET GSE MS B (%) -
e AUC 0% 5B IR B i 0.0
TGA-TgA 920 8.0 980  97.7 87.5 oo oz 0'14_%%;; ¢ o8 1o
TGA-1gG 8.0 66.0  96.0 94.3 73.8 A 1 TGA.EMA #1 DGP-IgA+1gG BRA# M A ROC H £
EMA-TgA 9.0 920 9.0 9.8 92.3 Y
EMA-IgG 9.0 940 940 940 94.0 2.4 IR HE AR IR B S 28 GSE 89 7 B
DGP-IgA 95.0 920 980  97.9 92.5 LIRS
DGP-1gG 97.0 960  98.0  97.8 96.1 AN T7) ML 38 AR S0 T A X A ] 4F 1% 4 GSE (1912
TGA-TgA+1gG 93.0 780 970  96.3 8L.5 MAEA ] <7 2 41 DGP-1gG Ml TGA+EMA+DGP
EMA TgA-+1gG 9.0 930 9.0 949 93.1 CWIRBE R > 7 2 4 TGA-TIgA 12 Wi 8% fiE B 4
DGP-IgA -+ 1gG 9.0 940 980  97.9 9.2 TGA-IgA  TGA-1gG ¥ >7 % 4 112 Wr R 5 i U] E
TGA+EMA-+DGP 9.0  100.0 8.0  89.3 100.0 BT ZHP<<0.05), WLFE 4,
x4 BREACNAEERA GSESHMAELR(%)

, <7 %4l =7 %4l

o RPE 5 PR TR B¢ ol (e REE 5 FHPETRMAE B¢ T (e

TGA-IgA 75.0 100. 0 100. 0 85.7 96. 2 96. 2 96. 2 96. 2

TGA-1gG 15.8 100. 0 100. 0 64.9 84.6 92.3 95. 6 85.7

EMA-IgA 95.8 100. 0 100. 0 96.0 88.5 92.3 92.0 88.9

EMA-IgG 91.6 100. 0 100. 0 92.3 96. 2 88.5 89.3 95. 8

DGP-TgA 95.8 100. 0 100. 0 96. 0 88.4 96. 2 95.8 89.3

DGP-IgG 100. 0 100. 0 100. 0 100. 0 92.3 96. 2 96. 0 92. 6




828 EHhEF2022%3A%51%5%5M
gZx4 BERUNAENAEERAE GSE LA R (%)
<7 %A >7 BN
i H
REYJE L iy PRSI A4 ol R RS PR SO A4 o0l

TGA-IgA+1gG 60. 4 100. 0 100. 0 71.6 90. 4 94. 2 94.0 90.7

EMA-IgA+1gG 93.8 100. 0 100. 0 94.1 92.3 90. 4 90. 6 92.2

DGP-1gA+1gG 97.9 100. 0 100. 0 98.0 90. 4 96. 2 95.9 90.9

TGA+EMA-+DGP 100. 0 100. 0 100. 0 100. 0 100. 0 76.9 81.3 100. 0
3o ® Wi . DGP { Jy—Fl B 5050 b7 25 4 ik 5 GSE 18 %

GSE J& H R 38 % B JBPE a5 S g S 30 85 TR 2%
LRI VE FH T B0 B B g2 MR L it 4% B SR R LR
FRATHE . GSE S H AR 5 1 2 L T 2 N2 4i il
$t J Chuman leukocyte antigen, HLA) [l % J&
HLA-DQ2 F1 HLA-DQS.,90% LA | 8 # # 4 HLA-
DQ2 #H™ ., HLA-DQS 7E 41 ffg 35 P T 40 M /v 51y
i - Mz 20 B o A v R 25 G BEE Y . I BRI L )2
T WA J 25 1 4L 204 I e I % il i 2% 2 TR 2R
F B T e 56, 2 2 T o o ik g 7 A TR 7 R LA L Ot 2%
WEME L/ 4 ik 2 5 HLA-DQ2 #1 HLA-DQS8 5§
B Foh A AR R BIE T 408, 4K T fih % 6 9258 KN
Sl /N bRz Yk EL AR IR L SN 3R 4 L e 1
SRR G AN BF T RIAREE N R AE GSE &
b HEAE LB T e, R R FE
5 2k 5T 1) B A B[] L o0 i O 2 B 2L IR R A L TT RE Y
i GSE i &,

GSE i KRB M EA ZHE%, A 5E T 50 #] GSE
SEOLBEAE 18 P 8 MG TS 1 AL R B A L A
KEBRZE.EFARFHMMBEIIRB., ELHAT
GSE Ilfi (KRR BB = 5 5k i 2 7 1% 1T 4 248, 3F —
MK TISWisERE . 75 —2b &k J rp [ 5%, 18 1 1 1R
550 2 A I 6 BB 405 0 L FE AR R B IR R
GSE, R8# /2 B ILIw 2 iR N 1B R 5 %
LEAHE R e 45 oAb gt . B2 GSE &
A BT 2 BT 88 GFD 3897 . 2508 & i
(4 /0N i 285 ES i 00 A5 DAAE 5 0B T 00 3 I A IR L 2
A ERC5 I N o (1R e i | B B 2 a1 e
B DR I R BE A 2 1 18 P I R TS L AT I
K & B IRERBILE, Y % & GSE BRI EE,

I8 5 S PR AE S A 42 A SR I kL 7R L
 GSE £ v B 8 2T s, ooy I (E B S ik =
%445 TGA.EMA } DGP™, A #f5¢ h GSE 4
TGA.EMA.DGP 1y 1gA #l 1gG FHE 5 1 85 F
X REAL L 6 F Il 3 4 S e DR A 12 W JL3E GSE B3 RE
7, DGP-1gG ) AUC fiz & . TGA-1gG 1Y AUC %
&, TGA.EMA .DGP 1y 1gA F1 1gG 2 W 5 55 BE 4 K
T 94. 0%, [d B EMA-IgA. EMA-IgG. DGP-IgA.
DGP-1gG & W 2 fif B ¥ K F 90. 0%, Ut Bl TGA.
EMA .DGP # i 7] L1 B F L3 GSE #) i 28 & i2

37 7= A BH P S o HLLAFAS 5 f N Bl At B i 952
93 4 SR LT 7 2R B A S % . HOERTER 28V 4256
DGP #MGE 4% K& B TGA FIPEA KK GSE 9% 1, )&
B T A BT B BRI R B . 2
i H Bt ] DGP-IgA +1gG 19 AUC #% &, MOONEY
AL AT B — IR B R AF 9T SR L N B ARG A N
DGP-IgA+1gG £l v] 4 %= GSE 12 Wi i) 8 7k .
U I3 R S PR BUAR VT AE S GSE A7 A M 12 T Be i
M AR

RICHTER %" BF 5 5 H H L AR i 2 52 i) 1L 375
SR PEBUIR 2 M GSE B R AR5 K GSE
HEBILE—Hn A<T ZHM>T ZH, EH TGA,
EMA .DGP 9 IgA Fl 1gG 78 P A 4F i 41 10 12 Wi 2L g
A, Mo, <7 B4 TGA-IgA.TGA-1gG ) R i E
I BAR T >7 % 4, £ TGA-1gA . TGA-1gG # 2
Wi GSE B} 32 (B LA S 3K, AR <<7 % L
# GSE M7 A 50 5 .

AN ABF5E I8 K B TGAEMA .DGP 1) IgA B
PETT 1gG BHMER) GSE S L 1 6, % AGE B 5 & 9%
BILE IgA K. DAHLBOM 251 il 16 1gA
i = 1) L i A R 296 9T 9 GSE B AR 1 A
U &AL 1, PP B 2 Bl b MR 00 4 A e 2 = R s T
i GSE JLEM T ReM:, L2 2 Z LT ILE.
W, R T HEAT N4 L T SR 992 W, 8 SOKE R SR T
7 1gA/1gG AR,

g LTk, AR AR AR B9 /0 B 05 K 2 W 4 b
Y AE Y IV AR A HLA 4 BRI PR e AR 18 3 4%
GSE i, W ] AR 0 38 3 35 A6 e #9210 . I 7 4 S 1k
PR R /E A GSE A 819 80 i2 F Beai i A 0 20, H
L DGP-1gG 11 2 5 B Fn 4% 5 B Je f, I AR b 1 2
fitrHifk, TGA-IgA Fl TGA-1gG 7Ei2 Wi GSE i 3%
AR R M B AN E#WAE A <<7 % L GSE 1 i #x
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