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Abstract: Casein glycomacropeptide (CGMP) is mainly a class of peptides bearing carbohydrate chains derived from the

hydrolysis of x-casein by tenet. Because CGMP has many physiological functions and unique nutritional properties, it can be

widely used in the fields of functional food and medicine. CGMP has been reported to have anti-inflammatory activity such as

improvement and immunotherapy on inflammatory bowel disease (IBD). In this paper, the sources, structural characteristics

and current research status of CGMP are outlined. Recent research advances in the regulatory, improving and therapeutic effects

of CGMP on IBD are reviewed. Moreover, the future development prospects of CGMP are also proposed.
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S BVYE I 5 5 7L 0T 24 W I B AR I, RIS
it A B S ) 2 L LA R B 1 SRV, AE 12% S SR
WA R S R 2. 1956 £, Waugh 201k
WMTHEEH. 19654, Delfour ZEOUR L, F)H kLN
DIWT & - B E IR 208 DRI 2 IR 108 F Bz R b, 7/ EA
IR & - B8 S A F TCA Al I 2 KPS 73 Jl b nT
W2 KT 30% ~50% & LARE AL I TE A7 AE, BRIt
T N =N O T - B M e 3 i N U RS o
1% 2 FTBE E IR (CGMP)
12 AbAEE R B A

K - T HE RIS ) CGMP R LR e 1L LT 9335
RO, EUEM k- BEE N Kl 106 47 FA 2 R (Met)
TG A 169 {7 C Rui 228 1R (Val) 25 IR 1) 64 NN R RR R 5L
Kty , LA AIB BUF A, RIT: 1°°H - Met-Ala-
lle-Pro-Pro*®-Lys-Lys-Asn-GIn-Asp-Lys-Thr-Glu-1le-Pro2-
Thr-1le-Asn-Thr-lle-Ala-Ser-Gly-Glu-Pro**-Thr-Ser-Thr-Pro-
Thr-Thr/lle-Glu-Ala-Val-Glu*-Ser-Thr-Val-Ala-Thr-Leu-Glu-
Asp/Ala-Ser-Pro**°-Glu-Val-lle-Glu-Ser-Pro-Pro-Glu-lle-
Asnt®-Thr-Val-GIn-Val-Thr-Ser-Thr-Ala-Val*® « OH., H:
GERRE R E O SRR, LA A O IR AR
WANZEA IR (Phe), A&H—MHmZAK(Met), WA
Pafey, AP 280nm bW e, AR e 25 T
SEHE QL EIEAS I, HAE 205~217nm AbE R I, BRI,
225 220nm/280nm Ak [ M (UV) IR 225K VP4 CGMP
1) 4 fE .

A1) CGMP 247 A BUFI B RLFHAIRA, AT
[l 7E T 22 ik BE R 136 7 F1 148 LA IR A, B A
R FK) 136 f7 1 148 {7 2 HE IR 73 73] A 95 B R (Thn) MR & 2 12
(Asp), M B R[N 52 e (11e) TN 12 (Ala) . CGMP
Hifr 131, 133, 135, 136 {142 7K SR s BRIk AL A
PRI BB, 127 AR 149 4711 22 2 1R (Ser) A B R AL
FR P A 118, Rt S I A B T R ) A R

TERSHE OB SR IR, B BE I 2847 3 Fh: Gal- )
AME. N- B EZ R (NeuNAc, WFRMERER) N-
LRI FL0E (GaINAC), FEEE 22 LL O- B A & &
() 2 Fpep A 3 FhER TEREEE, 90% LA LM &5 & bEE S &
WER TR . CLAHUESAELE 5 Fipilel Bf. GalNAc-O-R
(0.8%); —Hf: Gal 51— 3GaINAc-O-R(6.3%); —Fk:
NeuAc a»— 3Gal fs— 3GalNAc-O-R(18.4%); — k.
Gal B1— 3(NeuA a.— 6)GalNAc-O-R(18.5%); PUK:
NeuAc a .— 3Gal 1 — 3(NeuAca :— 6)GalNAc-0O-R(56%)
13 WEFTIF R IR

Hur, /" CGMP Mk FEA L F MR — 2
M FLIE oy B 4lifk CGMP, L /K fil 2F LI B (1
4277 CGMP, Hrp LIS — Rk 2 o Hoap gk 14
WRUTTE: . g (g7 8L DL K Z5 6 o B 4lifh

W77 % CGMP )5 1% E ERE R YEA Foh 4
BB AR M S LS R, O SR R DOE
1988 4, Morr 2R H] =4 LR (TCA)ILiE vk K BE 2 2
HE A BEECAA ) CGMP, I H CGMP (1% I o Ui
Fr I 6.7%018, Tolkach 2519} 2004 4 2 37 FH & & Ik i 4%
Z B (transglutaminase, TGase) A AN 73 125 F5 A AH &5
AT B B A TP S AR R, 198 TR AT
R o A S5 5 A e A A (200 ) Y 2 2 Ik i e 2 g
(TGase) 45 & T EH AR N FLIE th 4> E 4lift, CGMP., i id 52
A5 SR A I 4% 1R R FLIE B R B 8g/100mL, 4%
AN W B IR 7TUIg. pH6.5. WE 39T, M
1) 80min, /G &gl 8404 70% A4 M
CGMP . Moy ik DR . oy B W . AR
&, S TH KAE~. HZ2HT I CGMP R 2L Bk,
FLA W 2 Ty e 00 AS W R, AR AE D 2K T I R DR OE
(phenylketonuria, PKU) A )& FH A& (1 ANTRK AT 1R 4T
M TF R 5o BhAh, ARSI 5 46 28 DL%S D) 38 v JsURE L
(1 I RN 255 FUHOK P A o= & RS R AR T Bk
T N FL 4y B4l CGMP, - 37t T A I 1) i 34
T8 k22021, g SzIL CGMP LA K AH 6 A Wi 2k 7= 4 1)
PENALHT R TS SR . B H AT A1k, Tk Ak e
CGMP EZH B R AR AT Mk 7= ol B DL R4
VEFI M. A — 520 W) [ ISR S b 1 i g 4 R DL &
TR, AL T CGMP [ Tktk,  CGMP
JIz R R T T BE . 3% [ AR s R R R Rk Ak
CGMP . [H M IE ™ 5B T = ez, Xf
CGMP [l 4 LA S SR AR I B A T I A b A
i 50 o

2 IBD RAEHLE

21 HIERE

211 iRt

JEUUG T 40 mT 404k o &R0 T 4 SV A, LS 4 B 1k
T A0A(Th 2 Hd) . H0HIE T 40 B (Ts 40 ) RiE =5 vk T 410
Jfi(Treg 4H /1) 5. 1986 45, Mosmann SR SL4E Th
A Thl F1 Th2 B K3, Thlgifgblzkik 1L-12,
IFN-y . TNF-o B ¥, N 24M%%E; Th2 40L&
K IL-4, IL-5. IL-10 A, S asExN. Thl
T Th2 4i iz e AH B A FH R 5 WK G ie P, dERFAL
PR ERES A R, BIFCARIE 7R Th1/Th2 SE R 1
Al fig A I1BD 1 BRI L H] 2 —23-24,

Treg 4002 —28AEF Thl F1 Th2 19 T 40 w3,
WA S5 S I 1 Foxp3 DAYERF RS e Rk, JFEat4n
i — 40 A 1) BB e ARR K IL-10. TGF- B -4 iK1
A A& RNV T 40 AL, 4ERF 1 5 S i
22l WP R TTAR G Y F W 1) 40 B R 1 A A FH LA )
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AN, BT ALY, ET X S 40 M A 2 1)
2RV CDA* CD25* Treg 4L, 7T A ) g AR AN 471 J)
M5 3], KEIIYLK R, WH CD4TCD25 Treg
A e A N i o = 1 7 v 17 B O R I
W g v, MK IBD, 4R, 45T Treg 41wl
B RSER Sh W i 4 ERE . (K Treg 41 fBAE IBD (K9
Aygr e EEAE .

Th17 g2 B KB CDA* T 4R, Hh%
U IL-17 . JTAEXT IBD AL S 7R L, Thl7 41
W A2 10 TL-17 e Tha7 40 oA 1) 1L-23 2 AASE R £
AIES I1BD AP AHOCE28, $o5 Th17 412 5 1 1BD
(KR FE . W R I T 403 4% 0 RE 2 a) 2 AH . 4
4y, AAE—w 4 Nl E R4, IBD 55 35 aL nT g
2 20 I I WA 2 TR 1 2 A TR
212 4T

I H PR 9 A T S e A I A, A g
B EhREEZEWIRSEEM. IL-1. IL-2, IL-6.
IL-12. IL-17. 1L-23. TNF-a. IFN 28 T % 41
By, TEBRZARULESRE>~E, 54901
G o BLA AN 045 IL-4. IL-5. 1L-10 A1 1L-13
B, FEBRT AMRTE, S5 RRE RN . 2%
J PR ¥ 5 0 98 4N i DS 2 T £ 1 i 2R R AR 4 1BD 1)
FLRAHLE], AR TR B Th/Th2 a5k, Jf
SN Th/Th2 KA, I BCEEIE R . 1T
RIS S 7, R e A2 0 X s A AR 7 5 J e
MR EW N o 21 B R 25 111 - 1 (caspase-1)il il 7]
EIL-18 . IL-18 FIL-33 MIHIMK, S5 T AR M
Caspase-1 ¥ & B 5 RN, I8 BRI 40
IS — AN MURF LR, o2& Ut Caspase-1 RPERTE A4
RAE P HP R P T AR 0,

213 JHFE bR

o bRz e s Toll #£324&(TLR). NOD1. NOD2 %%
PR UL SRS S BUR I B2 AR R0k, b R i s 52 % NF-« B
WO B A 1B D S N O B N R
NF-« B {555 1 2% BERE 4k 5 1 b 5 118 J N IR B g e
ST A S SRR SR N B, X I B R ol L R R
YEF . B T RBRa B T ) Paneth 4. AR 41 i 2%
BIReXT Uk B, JF A BT bR 40 P RN i S &
2, WS SRR R . BN b B B A A ]
AEZ 5 7 I1BD MR
22 WEMNE

Wi A AR K AR, IR s AR R 5 44
e B LRI G . Mazmanian 25O S IE W iz 36 14 1 2% R
S A AT, VEk IBD S iE s i LB R N . B
WS R, R R N 4 i 2 TT g o6 4 2 th i A

FERMPEL K2 ST A ST AR B4 %
(EAE Ji T8 A PN PR35 2B SO I TV e AR S i R B IE
W TESC A R KL AT REAE A B S PR T S
M52, il G, — S8 5 R B0 B T i B
o i A A0 BT e 7 S5 i R o7 2 i 2 i i A )= I
ARG, 2R A PR R B2, A
K ABD . i R ALSE 7 S A 0 T B o T S 4 e Aol 4 i
W 1BD &k,

3 HJE CGMP Xt IBD Kk /EH

WTAEAR, AN SEHG % A6 B3R A3 W 0 [ 5% [ SRR 27 3
SWEDF, RSN CGMP X i i xR 4. W
T A AR A DL B RN I 18 98 R S N R AH DG 1 A5 5 TN EAT T
i 50 o
31 LU CGMP X IBD [ e s 45 1 I F 9%

SRR AL UC SR g%t 5, YL T
CGMP X} &Ml (oxazolone, OXZ)i% T /N il 45 i 4 113
SRR, M CGMP MR/ R A & . 4511 & 11 3 Tl
HA T bR (S AL (diamine oxidase, DAO). #E
HE AW EE (myeloperoxidase, MPO) & — B
(malondialdehyde, MDA)). KAAE SV LS
A ZUEA M YA T AT TR LR g Rk
B, OXZ #5310/ S &5 2 A5 0 TRV () A AL B i b
DAO i /1. MPO if LA K& MDA 5 34 e 1E 3 /) il 4l
BT w, T anmem v A RN RIS LR 1
A S A s TR HE B AN FFE 1 CGMP, 453
AR R CGMP i 507 P 45 i & /N RS I 4L 2R 1
MPO ¥ J) 2 B, 7&K CGMP {5t 7 11 45 7 %8
/N DAO ¥E JJ. MPO /) S MDA & & W2 FEAIC, &
it CGMP 815t 977 P 45 1 4 /N il DAO & J) Al MPO 3 J)
BT, KUk, CGMP nJ REIM Ik & 4P 48 i k401
A SERE SN, T ASE 35 07 1k 45 1V 98 IR AE A B 28t otk
AMIIF ST 25 BB AIE SE T CGMP BEMS {5 457 5 se 45 1) 1 e 41
M, FESEMALTEEN TR, EEK. P mF
H CGMP — BRI S, T80 OXZ 73 1/ i
gl g, Hrh UL #E CGMP (E & B3 . ik
CGMP TJ 15k —FpE 5 7 S A/ Bt 9 P 45 W R AT —
R B EIRIT

Daddaoua %B4LL IBD s k%, W57
CGMP %} = fifFE K[ 12 (trinitrobenzenesulfonic acid,
TNBS) %3 KR R RT3, M CGMP X BLA K
BRI P T B R AR T A3 P 43 BA R 5 R AH S IR R 7
(41 AP, iNOS. IL-1B . TFF3 %) 745l 4 b it 35 K
PG CGMP (el bt & A4E M, I Hak—2
EL: T CGMP 53477 1BD (125 Wi U L e (1 1 46 3%
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Fo WFITUE SR B A OE R 1) CGMP AT LAAT 24 PR 45
a9 KIS AP FIIEPER INOS %5 48 5E R T
Fik, HPURBORE SRR I REAH [ . Requena 25639
L1 I1BD BB A5 %, 58T CGMP X%f TNBS 753
KB & 00 y7 R, WFGTAE S S iE &1
CGMP W] & 3 BRAK 51 I % KR TEAS S MPO & 7.
iINOS 1 COX-2 [1J3Rik, Pt RBARHRIT I1BD M54
5- MK MR A o %W TR KL Th17 F1 Treg 4 fi
7 CGMP [MHL 2 AFE FH il B = EAE A, 5 TNBS BEALXS
WEALANEL, HEH A&7 R CGMP AT i 25 BRI Il i 8 K
B, Treg 40 i () F M bR ic Foxp3 (215 Th17 &k iy IL-17
MRNA /K, HHA %1 CGMP 7] fgil i i35 Treg 44 i
(BRI g LR R I IL-17 R AEHTRAE T Kok 22 ik
[l fizy 9 (1) 995 JiE o

Hr 1BD M RBHLEIC AR 7 #H7. 1
TE T A D T A DAL RS, 98 40 R DR 1 R 28 4 i IR 1
Z ) (VAR A VAT IBD I B . B [ A Ol
537 CGMP e B/ L IFN- y A1 IL-4 RS ER], 40t
CGMP ] A3l 3 ™5 Th1/Th2 1) 26 47 M i 5 44175 i
ML RAEH, Al 1BD MRS LA MR . W90 o
/N CGMP 12h P 1L-4 2 0] 5 8 a3, e sk
IO IFEN-y JfoR 2L R AR E S fEi%E 4 5d #
B CGMP {52368, CGMP 4N RAERES Gt 2 RE
555 RIHRG I 1L-4 )55 R B IH b ey 10 AR 0t
TR, T IFN-y 76 SE50 37 )t R 3 I W A2 10 28 1k
Fe, AT AR S HE B G 5 2 K25 5 K CGMP 41
() IFN- v /1L-4 LU o0t B 5 A 3 SR K A5G, 48
7~ CGMP H] fig A5 Rl ThU/Th2 IESZETh 3%, {H )& CGMP
P IFN-y 5 m 2 AR W35 1, %45 1% 5 Requena %537
I I 5T R — 8. CGMP AT i HEHT 4 40 B X
T IL-4 L5 B ITF CGMP ZE il A IR 4
BURIERAE THEE,  [FIB R W48 Thl A Th2 -4 it fig
PAH G RAEVE R AT EZAE M . Requena S5 PIAA 5T
KILT CGMP 1] LUERL ¥ NF-x B fll MAPK {5 55 #% 3
BARTA SAMP 7107 . A% %R % UC 1 CD &
LB A LUE R T NF-« B p65 W B %k & i,
76 1BD &I 4 R 7~ 4 2k i, NF-« B AL AT g2
—HULIAT, Bk CGMP /% NF-« B Fl MAPK %5455
B IR MBS R IR PR AE . MELRNA YT IBD AT
RERIVERIBLA . ASat = il thog i 7 FLIE CGMP 3%
NI PR S I AL E ST, ARES CGMP FlfE N
50mg/(kg +d), ESREE 5d HEEak, AR BER
W 514 R (cytometric bead array, CBA)FIGIEE G 4
AR(ELISA) K I -4 /> BRI 48 e 87 118« 1L-2.
IL-4. IL-5. IFN-y. TNF-o F11L-10 (3%, FHHH
Western Bloting H#iARK M A4/ NREMAREAF
MAPK p38 il NF-k B p65 KIA M Z 5, MNP 7 Fil b

P A 5l B 0 0 FE AR T CGMP B AEHT 2 IS TE ML . BF
FUUESE CGMP L I 77 1 45 W 28 /1N BRI NF-« B il
MAPK FI¥E, A830H UC ANEARN IL-18 + 1L-5.
IFN-y I TNF-o () FF R, [RIRMERE IL-10 fI43h, MM
T RAEFEE
32 FLUE CGMP 4k R i 16 fok A= 4y v BEAE FH (RAIE 52

R AT R AR OWL 5% e BV T T AR 2 1 R P A 55 (1)
SO T RS e 5 IBD R MR K. S
SEBWST T CGMP /N il i 1 s B A 5,
FUUE SE CGMP A [rl #E B 51 0t /N B8 A X &
5 BRARE 1Y) 5% W) A7 7 30 35 1A A2 308 RO 4 O A v B 2R K
ek, AR R BENER . R REdl
(80 g/d 1 100 p/d) FT LA S5 A2 1R AT 14 FH LR AT 17 448
B, RIS REE AT AL BRI AT B I ER B, R BUW
PRI, A7 R A% T Tl v 0098 1 R 4% R 3507 B 1 5
i, AT DL A R AT, SRR AL ) g T .
phy S T R O 2 ) B () CGMIP s i i v 2 A 14 15 31
A, 4 B0 B R B0 B 1 36 5 15 2T el
X AT LA S 7 1 40 B AL IR G R, SEBR TR
WA AR E R . $7R B AT CGMP AT Bl ik 4 5 i 1
AB WA, A E BRI, M B A AT LA A
YHEL1BD HI/E . 2010 4F 5 i SRR IE T 3T ERIC-
PCR L ARMFFL CGMP Xt /)N B 17 38 i HF 25 44 i s i, L H
[ T i CGMP X /s Bl it vh AR i v &5 0 R AL 2
A . WFFTES FAUFSE T /N RO IE N i A TR
EHEFE, WA EILAMIRAER, HIRRER
TETE M B RSoE ;. CGMP RSt 25 1 0N B M 7 A
MZFEdE; BRI 4R YR MR/ RAMETEAH
T 1) P g T T A 0 R AL ABA R 2 v, ) LA /) B0 M o g
ZREVEIR B Y 1.75 £ 0.06, CGMP £ RErETRE0E
FI41.89 +0.04, —H2ZMERERIIFENL. PRk
B R F ERIC-PCR 43 A 43 Bt % 7 70 1 /)N B CGMP ] 3L
ERIC-PCR $RU 55 AT B W (AL, CGMP 41/ BN A
) ERIC-PCR fi5 80 &l 15 Bl BH Sl b 73 e AN WP 5 Ui BH /S
U T CGMP 3~5d Ji7, L7 38 v IR 3 25 16 T 4R R
G R X A

4 g iE

gk BATIR, 1BD AR ALEL LK TT R — BT 2 mia
I7 77— HE R RN o ARSI 5 R S A1)
FIWEFURT LUUESE CGMP BAT Pt g, 5% LT
Plgks%. ZFVE & IBD. A, CGMP & —FlFLJH
WEYEYERR, BA T A% shae, e 7w
TEMRNEANMER I R AT Ve Rtk CGMP W] LAE 4 1)
REPE B T ROEE W (1 A=) e 3697, Wik d 1BD
SR L MR AL T — RO AR iEfE. A
CGMP (W 5T R PENL S A Fr T 5 2o 1
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