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Research progresses on wheat gluten-related diseases

YAN Cong-Yang', ZHOU Lin**

(1. Special Products Bureau, Wangqing 133200, China; 2. School of Public Health,
Shenyang Medical College, Shenyang 110034, China)

ABSTRACT: Wheat is a kind of main food crop, but it can also cause a variety of allergic diseases and autoimmune
diseases. Gluten intake is greatly associated with the development of these diseases. Gluten is mainly found in wheat,
but also in barley, rye and oats. In particular, wheat gluten with high contents of non-polar amino acids and glutamine
is resistant to gastrointestinal enzyme digestion and produces toxic peptides which cause diseases in some people.
The global prevalence of gluten-related diseases is close to 5%, which has seriously affected the quality of life and
even induced life-threatening on some people. Thus, gluten-related diseases have become one of the global
unavoidable food safety issues. This article summarized the gluten structure, pathogenesis, epidemiology, diagnosis
and treatment of gluten-related diseases, so as to provide references for the safe consumption of wheat.
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ot B A T T B OKOT R, RIS AR DG
RGN H 21N, BRI Z N 5% BRITE S
A B B 2 ELR N TR AR AT R, HEEfE K
i, E RN ARk IR AR DR L e AR R —

ARSCRE H A G/ AL BRI L A R A O
PRI SR AL | AT 2 WA T 5 T BT e, L
P v W AR R AR SCHEBR R E IR, T R AREEE /)
A il it B PEIEHER

2 NEREREH

THF b 90%~95% i1 /NA2 g S 6 AF AR I AL /) 22
(Triticum aestivum L., 2n=6x=42, AABBDD), /NEZ&HE & &
N 10%~15%!%) . KR4 2R 11 2L V8 77 Hh 75 FE 11 22 5, Osborne
/N B3 R KB PR £ 1 (albumins) | ER 7 MERYEREE
i (globulins) , i A A 2 F (gliadin) FIVE T BRI A4
S (glutenin)4 AL WEER URIBREE (1520 /N R T
1 15%~20%, J& TGN 1, K JEER T H iy
Gy F-R/NTF 25 kD™ BV R VRIS 2R TR BT R 1
(gluten), 2 5/NAZ MR A1 80%~85%"), ki1 11 2/ N 42
HH R 1, e 0 B B O BROR LA RORL, EE R
HEMRBENEZREA L, WEMHBEALRIE L R ks
(2548, W37 /0N 22 TR ok A P G L R R b A 32 g
AT,

21 NEREEES XS

B (1M %e 1 FR0OT, B ERR P I
TR R, KA E AN olf-. -, o- T, KAEH 5
TE I J5E 750 R PN A ok e B e L VK Th B RS R[], WD A A
F5 M F R 24 % M (high molecular weight glutenin,
HMW-GS) fl Ik 43 T & % 4 # 1 (low molecular weight
glutenin, LMW-GS), ‘BT 5408 A 7] gyt

A ER TR BRI T/NE R AL B D [RIEEER
W &, a/p-BEEE A REE 6 5 QK [y Gli-2 4wfd, y.o-
BEVA R 11 Gli-1 4ifsU . HMW-GS Wt K 1 St
K ERY Glu-1 Zifi3t", LMW-GS 8 1 Sk Fp
Glu-3 Zifis! g ah, M4 e 2R O ) 22 0 nDg /N Bk
JREFS HEREN . AREAME ST RESEAN,
L A AU A RN NoRinX L, FEL
B C A XA T AP0 X H R RO X A
A S A B PR 2 BR 0 B 2 0, HUs B A
o B ARSI P,
22 IMEHREBREBEEA

AR 0 2 1 DR A e R R R A ok e i 1 T
TEF5 1 5 BT IR a-F -2 BEA 2R 112 S ELBE
T5HY EH I, HMW A LMW F5]ih th 5 f FLBE TS &
B0 -5 ZREEE F A HMW 2/ iz shif &l il
(wheat-dependant exercise-induced anaphylaxis, WDEIA)H
Ry WL AT

BT, 5 F R AR R B S TR AR R A IR s
INZZ ) E B R AR . AR Sk E R AR R 1
THEM T, WU T RO B v T IR
DQ2.5-glia-ala Fl DQ2.5-glia-a3 ¥EA% T ALHR 112 Fh/NZE 1
FLBETS T diffiROr & it, kit 14 FMIRFLBETS 1k iRl
J I EEFIRFLEETE AN E AR AL T 5K E . Smulders
2l CRISPR/Cas9 AT 35 DR 25 404 eig sl 53k 0 )/
2 W S BRI BN S FLBRIS RAOL /N o BN T4
ARMEE P EE . fb2 . WSy BB SR A 09 e 1 ak
WS, dEMmFRACE (A EUEE . W Handoyo S5 #il
FeALFE/NGE, B/ N B TgE S54fE 1 AR S 41, T
FE R B A 4 A Tk e g 1) % 4 Tk B4 T T BELOGT 5 FL VS
S AR RS 2 P 4 g D222

x1 HREAMDE
Table 1 Classification of gluten protein types

HRIT R 1A ST L PR A A =] 1k RE Wik 4y Fit/kDa
VA 2R 1
Gli-2 a/p- 28%~33% EEE LEEREN 28~35
Gli-1 y- 23%~31% EEE ik 31~35
Gli-1 w- 7%~13% AE A ik 39~55
EREN
mT T EEREN Glu-1 X- 4%~9% EZ2 U 83~88
y- 3%~4% ZRIK 67~74
o FEEREA Glu-3 B- AN EZ LS
C- 19%~25% EHRAENA EZ LS 32~39
D- AN R, ZRIK
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3 NEHREBHEXMER

JINAE R TR 1 B B BE R AR LTI v TR AT,
EETE AR FEMEREF, S8 AREERN.
FRHETE T () A SO L, k503 A S vl LA
3 KRZE: A SRR, o Bk AR FLEE TS Bk i
JEME PG4 SR 1 ]I 1A 2 B A S8 2 SRR BBk
EASE, HBURE, (HURREICE K& T DL AR &
THBRITE o
3.1 BR%EMHER

B9 B ] 2 A B 1 K T R o R LA 2 B E)
JUEASE, FEAREZLES . AL O R INE . B
Fz 12,

3.1 FLESR

FLBETS (celiac disease, CD)&E—F B B 2 VEH SR,
ERBEANE . RE B PR i | R R
o RAEVEEIA, %W Thl BY4HJE(T helper cell 1, Th1)4y
FIFEA R Z) 8k . e S N FLBEYS T3 R R
N 1%, (BHA HI2E BAEP), aF p-A2 B o P S 8L
BETE B F RN, HMW FIl LMW 341 i & FLBE TS 51t
Fplol,

FLBEYVS K AR AL AL 2 AT Sie A Nk g 2 Fh 4
(20°280, 35k Ik 2R 1A 0 1 e s 2 1 TR 2 T 0 A 2 P
T it 5 i 1 AL 2 R BRI 1k, TR R T B A
(3195 B8 JUR R 8K o A 11 3 o M A B I, K o AR 1 [ Ay
JRATIEG CD H 3 1 18 2 B v i 81 Sl I 28 S s, A
i 2 T 2 AR ek AN PR 0, 0F— G L e P ik B
R, T IR L A R R BT b R AN L T A 0 O v
TSR AR AR o TR T Ak R4 2R BT A 11 3 I e g8 A 2o % A
L 240 B 5 B R AR A/ NIRRT G 2, Se B A BV AR
Tt el 2(tissue transglutaminase 2, tTG2)M % Fk A il 4
BEHZ AR, WA SR E RS hE 23 A i A
KA HE 5 (human leukocyte antigen, HLA)DQ2 1¥, DQS8
TR A0 R 3o A0 P e 2 22 ik S 45 S
Ntk CD4" Thl 4ifl, WUk T 408G 5 AL 4 e 5. 4
WA LN 75 i i 8 R bk A A=, TR IR
1 b Bz AT R B B E A MR s e A . RAETERIGE
T 7 P B 38 S b B PN ) AT S B R T B LIRS
BTG i, AHIX 2 i boss 5O A ELAE R AT AT A

FLEETE B FE R 5 ek, WEAEM B0 2R E 2R 24>
HLAIMJED . HLA-DQ2(DQA1¥05-DQB1%02)F1 HLA-DQS
(DQA1*03-DQB1*0302)P"2 Hrh it 95% i FLIEETS i
2 DQ2 Bk, MmiHAKRZEEHE DQS K. I Hi#%
H# HLA-DQ2 fI HLA-DQS8 £l &5 F 1 A, FRFLIEEVS I 1 UK
— BN 6 £i517), Liu ZPYYE 15 4R JLEE RS 5% & B

DQ2 4l ¥ K B FLEETS XU 14.2%, T DQS 7451 HY &
TS A 1.5% RAETEPY I AP A4 40% A 1R IK I
g — WA HLA-DQ SRR, (HHA 1% AH#ER
J&) CDPL, BN MER T HLA-DQ 3£ 4, i HLA-DQ
SENTE CD A AT B BT, a4t A SCIRIFAR o,
39 Bl HLA X35 CD KBS 3 A7 56 BY, 55 4b
Gutierrez-Achury 207 % ¥4k WA SUA A 1 &2 A1k
(major histocompatibility complex, MHC )3k [l Jaz %) 35t % A%
S AT LA#BE CD 3L RFIER) 48%.

Wb, FBEREXT CD AW ILEE 2 EEMIE
FHo WA AER BT AR I E] . B AR BT AR BRI B R
2 3B CD KARARAH . 4 AR EEFRTE, s
TE 4 2 6 DB HEs & BB E )l FEARE CD
19 KUK 20539 Catassi ZEHOpF5T % B 24 2LREEVE JL 364 H 45
A 100 mg BEFE I, bRk EL A i ot 5 7
B HAEA 500 mg i R IR, 2 RE R S W i . 5 Ah,
— 2 ] B G QTR PR R RO OGS e IR R
RE S BCLBETS 19 KR RN, FaE R Ry, FLEEE
{14 %2 A Al T 5 P B AT — 5 I DB

TS5 i 2 H VL BE TS R 12 W T 455 L3
2, AGUE RS IH AR B R KRR,
M2 Wr X E OS2 FLBE TS i) 2B, STl
Uik PUHAE A AN . PUb I R i
PRFNHT A B 25 DU FLBE TS B8 10 008 TP T AE e
RS VS bR &SP, W LU W LSS, R R E b 215
B ARG IgA PUIARC 201z 1w T T 7L BEYS 1 i A
549100 Yuan 451756 e 38 1o LBE TS 1 35 b A5 0 7 A5 % 30
FEE Ry 2% DA 2 USRS G 2 PSS R . 2,
NBELIE KL BT LTS SR UE, XFFLBETE I Hfi2
RTINS %

FHT, XS FLBETS i JCRP nia T s, ME— P RE AR
77 OB LA AR M CER BV, i DUIRFLBETE B/
7 AN T A 52 K
312 HmEkaRiFRRAE

FK 5 LT R JRDAE (gluten ataxia, GA)J&:—Fh5%k
F AR PG P 22 R GENE A B S e e, HOE SRR
PERUR ML TR R, e BAT HAB ISR A1 50 T BAT 2R 5t
SRR LA AU, W A S R A2 Wi e D 26 4F,
T R BRA S0% GA BH AT, Bl AR
HEHARIEFER BT 15 1R GAL

GA TR R b7 15%, FERR R MR BUR ML 5 R
W7 40%, SRR A 53 % HAl B RPN DU S5
VA, PR . ik 60%0) GA B ISk G SR
Hn] ULNIZE AR FHRTIA S GA W /NI 3340 3 2 Hh 4
PEPLHIAN T, MGAZURRI AT DL GA SR A /NI Rz ot 52 3
T EP AN E R, /N BT B R TR AR G AR |
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PERANIEIE A A T RN, Ak, s B
DA e At /)N i 240 S 11 2 TG40 D5 5 K 5 2 11 A7 7E 58 S
W01 A5 BiF 5% 2 B A I 9 238 10 tTG6 S GA AH AR Sk
B, 76 GA BFMIALIL I (TG6 VIR 437 X I
IgA VIR A0 A KIR B &, "IBEUE (TG6 15 GA B3
WA P (0 GA RIRALTL T E i — R

H A SARfEXT GA JREETI2Wr, FEARKEEIG IR
R AR 2R o 02 Vs 2R 1 TR 1gG 1 IgA HFTZ
GA IR MbR B, (AT [ It CD ke b5
W B LA LW L I R I2 Wi HERR CD, #EMiefi2 GA. 1k
IR A 255 GA S eI RSB, T i i ke
S MR LY 2 AR AR R IR 12

HELBEE(CD)BEMLL, GA BMEWAH IR, H
B A AR AR AR NN S S N (E NS 2§ X L ETI B TR
TR N TCBR AR S R AAAE IR . Hadjivassiliou ZEP2RFSE
U GA JRE TR T TCER TR £ e S AT I P
W FIPUAAKOE, RERTS LLZE A7
313 ABHEK

Y FE 7 (dermatitis herpetiformis, DH)J&— s
PER IR, 2R . BB, 5 CD BEZM, DH &
F s HLA-DQ2(90%) 8, HLA-DQS(5%) A 18 T 25 fi HL [F]
3 fHRTFF CD M2, DH &R/ B 8 0 B W iE
SiEt o ILAh, DH F B2 R A BRI 29T ¢ TG3-TgA Pk,
Salmi ZPWESE KM DH 762522 KRN 0.75%0, L4
West 2P 57 & B DH 7632 [ (19 &5 %4 0.3%o, {H DH 1)
g R A FLR BT R, i FLIBE VS Y & e R R 1 T
BT, H i, DH &Ik AL A BT

DH (W12 W7 3= %558 i S 9T A, 6B PR 7k
Ib s B 1gA-tTG3 FRLR LA DH 8 IR K A
KR, SEARTH LRI .
32 dHMER

/NFZ % FAO £ 1995 4 A it A\ LI 2 AP i i
Wz —, /NEZ i (wheat allergy, WA)J& 5 18 5 K HEA 50K
AN RSy, 6 Th2 RISk EL 42 530 0] 203 Th2 i
F A% 4(interleukin 4, TL-4), TL-5 il IL-13 AYHRE2EI
B, JLF A WA 488 T 1gE v SR B b, 1IgE M5
W S R e ok R, FTREfE KR Ay, RIEER AN
0.2%~1%8, F2ATHE WDEIA . TAAITBERG | 40 1 K
RAFRRIEE

a/f-. y-. o-FEHEELI K HMW Al LMW %5 5/
F A Y 1gE 2207, 5 WDEIA F9AH 15 1 -5
FEWER RN, A S N AR B 58 L MBS
ZRUNEEAF R, W5HITE 60%. 48%FN 26% /N i
H RN R AT o/ p-FER R MR FRAEREN | o-E B
VR LR A R A ROV Y TgE Pkt

52 1gB A S0 &P O S LRI R, S
WE . ATEIAI A B RN 1gE. NEZ R
Wk AR B RV IS, WL 7= A 5 20 M 2 1 %7
TREEG 9 TgE, 1M Ak —F ECECIR 25 o i AH 7] S B S R
HEAMUE, SHE SRR IgE 2K (FeeRNZE S, 25
SR K A0 B R B B 20 B 75 A I B 4L . It /MRS
TR F R =055, SEWUAME AN HREy, E24e
B H B A BRI A A SR LR A 2 0 4 B R0

IgE i /NAZ 1L B 12 W R AR s sl I W DU e i &
JE BREAR, IR ES A S TeE AOAGIN . F AT, /N2 fly
T RARTT 7 AT 103k /N2 a4 A8
3.3 HEFEREE R MRS

A FLBE VS £k T HURR M7 (non-celiac gluten sensitivity,
NCGS)J&—Fp I #% % 8L, H AL i A 38 28 1) th 2k i 25
SIHRMP . NCGS HA ZFEIR, BEAEk-5 H AL
S, FTLE 24l ZE5 A RN R 7EHERR
FLBETS /N S U5 A T 228 NCGS, NCGS ) 5 %
1E 0.6%~6% ]!,

NCGS ) &bl M ANTEAE, e B i) i A5 B
FJN I R B A W S AR O S i o R W Bk
FEAARIES & NCGS ME—H %, HALE AR o-TE K
il R0 10— e R K Ak A B SR R OB AR T RE 5 R
NCGS!46]

T 1 A R SR I T 2F AR iC 2 W NCGS, %912
W7 L HE R FLBE TS A/INZE i BB 58, AR T AUE %
BRI A PO SL A TS0, 4T NCGS /i
&, AR N GFD AT 867 ) 2.

4 & 1

INA TR BN, HH P AR A SR
PR AN ™ B R R R AR i, L ] e K A
JIt AR 02 1A AR S P B T 5 g S ) £ 22
Al AT, EER IO R R X S P Y — Fh A 42
ARENRIT T, SRR e, BBTE A M TEN
ITHERE R P2 AP, BEELURE 2 B H G . BT,
MR Ei ISk EAEANTEIR /N2 1l by 0 TP R i SO T
PET, QT4 /NS B 22 Ak, T IR SR DR £
(O TF 2R AN S0 BA 8t o "R it 2 4 4088 R R i DR 7
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