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Abstract

In patients with diabetes, the number of the onset of type 2 diabetes accounts for more than 90%
of the total number of diabetes. The medical profession unified a view that immune-mediated islet
function damage is the pathogenesis of type 1 diabetes. The function of insulin receptor defects
and post receptor signal transduction disorder is the pathogenesis of type 2 diabetes mellitus. But
the immune mechanism in the process of the occurrence and development of type 2 diabetes also
plays an important role. Though there is not much research on this subject, the immune mechan-
ism of type 2 diabetes important role will become a new research hotspot.
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1. 51§

B PRI I, O A 16 35 AT N AR BRI — s W, FEAHOCBERLSETE, 2010 R4 BR0E FRE B & O ik
2.85 12, 2030 XN FIEKE I N 4.39 12, FEIX I b 2 BYBE R (T2DM) 3 5 0% R i 78 25 = 20 90%
[1], AL 32 B2 R 5 2 WA R B B H P KA LR R/ 5 5 8 D s i fi 2 12Uk
PRIGITA IR, FEXT 2 BUHE PRI R R B BRI T, A8 DGR 5 3 2 AR D R e LA S 244 5 15 5 e T
WM AR Z, HRAFAMIE 2 BFERBRIRAE . KEdH S et s R EZMIER2], 2
RUBE R I RIE MR A S B Gl B VIR, DUt T2DM 2 28 B AR H B a2 I NALHI BT 78 2518
T

2. RBBSREHH
2.1 RREHETFS T2DM

S48 6 AT - LI 2% 4 M DR AT 28 4 M BRI R, 7R S LR EC B AT A A 1 e B
N TTAEATLAR 32 1) G 88 T o B 72 AR PR S S 76 T2DM H, i 48 240 i TR 16 2 b B B a7 K F-+470 8 40 i A
+, MIMRAE T2DM I 5E BT A CERAG[3] . Sl AH O FU R I, V242 % K40 1L-18+ IL-6 F1 TNF-a
IR IE S R A5 S, B HEEE S RIEPT, € TIDM rh, 2R S R 4= A1 IL-18. 1L-6
AFHRE IFN-y S 7ol BEEE S 4R T, 76 T2DM 1, fEIRH T IL-18. 1L-6 [FIFES B 4
ToAHOG . SR IL-1 SZ PR BHITRI(IL-1ra) BELIET 1L-18 7T O35 B 20 A Th A A dDRs R it [4]. 2, (2%
AR TR 8 B g S BB T B RO IR SR, NP T2DM R S .

22. REBESHES T2DM

J 5 1 B LR B B A B S RN — AN TR IAE 5 . MU TIDM B i f77E, T2DM &
HE R AT DRI 2, R RS B SR SR AT E S, T2DM B3 5 AR 2 By b /4 (GAD Ab) Fl i
Ey 2B HTAR(ICAY B B 2 H S HUIER(AA) & OB R BEREG I S P E 2 Piik(1A-2). Friis®EE 8 ifk
(ZnT8)%5 H S HIET AH W, T2DM H 5 Fu % i W B4 i F 22 ICA B GADADb B HLBH[5]. ICA Al 5
Jik 5 2= P BT N I R AE S, B AT MR T ICA B BT BB T S 80E ™ E I E B il . 2
RURE RIS R ICA RRSBAME I 5 ThRE B A 128 R BE, $27R ICA 5 B AN ISR IB 45405 9% (6] shsk
379 GAD BT BEHUARBE K FRBE 5 R0 W T % 60%~70%. OV B 70/~ 7E 2 OB R s P iR S R
BZ#1) GAD PR mizic K TRk =Z %, k2, GAD MMES M EHE A, CIEHERZ(7].
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23. BRRMNY THES T2DM

FE 1 BURE RIS R v U A7 1 S U BAPE LA R T 400 X i 8% 4 i o 4% b 2R 1 R S R, 7E 2 AR
PRs (6 vh [RIRE A7 AR T 20X BRI 3R 3 O3S B S8 . Goel S [8]8FFE 45 RN, — 28 1 B Hrik 1)
2 MUBERRR B E T AR RA BRI HE G B SN, X R A B S A AE B B S RN, JF HAF
FE H K B 4R ThRERERG .

3. BB SRENS
3.1. REISEMBRFE DN PE{ER

B PRIF B WL 2E & T2DM g WL JF RRE, JRERCCE AR R R A4, HAUs i 2. A %E01N T
TR BB R B R R IR RIS, B BRVERE AL, AT 25 A LW PRI B AT
K, @REIR, Mo BE A RN R SRR B, W K-W g5, JF BB AN, BANE . BIE
JR RN T4 I BE A S IR 19G. IgM. IgA. C3. C4. Clq P4 A PR (FRA) IR, IXkE
Mg RN, R X AN 28 5 2 20 7 M R R e i TR /N BRI R /N L&%wmﬁ%
PR WA E NER IO GUTRR AT DL AR G “UR 7 I ROR AR 00, T4 B /NE BRI
TOCHAME LA A GBS IRRE T . 2R, Ml — EﬁwﬁmﬁﬁﬁRF%FME%Fl SR, IR
SIS YRERAT, B PRI B0 B 5 15 5 0 LR B e S A R R R U R AR R — e L. L
ﬁﬁmﬁmﬁ&%aﬁmﬂﬁTukiﬁﬁﬁ“Fl%&Mﬁ@mwﬁ ﬁ%“ﬁﬁﬁ“ﬁ%ﬁm“%
TR GE R SCHIE PRI B9, FROMIERE PRI B [10] [11]. WRPRSE#eH, Jdd $as ) o . 42 i) i o
/D B AR N FOCRA BT 4 T4 it A BE BEL LW R 03 B s IR A e B DATE NI R B R e B Vs i A 4t
SV SRR 2 (7 vk el B 2 T 0, R LUARYE B A HE kAT 2 Wi R T BUR AT

3.2. NO £ DN Y4EF

NO 2 —Flva Tt BAmRNEER B HEEEMEEE ST, BA T ZrAEmEE, NO 7
2B B DL R AR X T)7 B, FERE PRI R AR AR T 2 dntk . NO £E DN R A
AU A s Fo Byt s, 38E G g L D R B, R I RCR AR, S8R AR I A, S PTILAE R
SRR (AT IDAIEAISE, (2 NO S B /NER g I i) A LR G T2 i 40 T A 2 B 25 5~ (ONOO-) Al

AR B BT DU AR5, JFELBE RO AN NS I %2 5 E I O KL 7, B R BL[12]
PRI M AL 2R A0 ORI P L AN 8 — FR i 5t S5 R n S A RS2 SE 1S n ' /N Bk TGF-p1
ANETYEE BT mRNA Rk, S 280 AT DABRAR W PR B M O3 - # 17 fi% NO #E DN 1 T 11
YT PEXF T DN FRB) AG 7 i 58 BAT 3 X

4. EEB S RENF

IAERE AR R, 2 BURE IR & — P8 M SORE RO, 1775 S T BB 38 BRI R A I I, M4 e
RGBS PR & IO N FAMA B3 S SRR ZHPT, 10 B 55 R KU I AORE 1 K AR B YIAR G,
15 2 BURE R SR MR AR MR AR R PR E EZAEA . T MR EA0H I RELE (A 9 HEAT G028 0225 1N AH
HYrE, SOHEIEDT, DAAERE G N AR, P 2 SR ThRER AL, REmANLAAR Y S fR
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FH2RHIER T%@%%%%%%%%%%%S,CMS%T%@%@E%%%W%%%,%T%@
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e, XKML TAER = CD28 7 FhRI F i ey hRe, BHAHRRIAEY) FHRAE. TREESE[13]
I FH L A B AR DR JR 903 A B R o K I 9 A% A6 41 J& ifi. CD4+CD28—T bk LA, &5 5 B s afi s
PRIGZANG IR ML A2 £ % CDA+CD28—4H i 5 & B W 39 hn, 1 1 A H¥ 71 & 1fi. CD4+CD28—4H i V. #¥
Hdi 290U R o HHILAT UL, 7E0E R K I JEARE T, CDA+CD28-T it % — e fEM . HoA%[14]
B B0 S A, SR D) 5 5 4% 50 mo/kg 1 HE 45 T B IR Ve B 2508 B R PRI B K BRI 77 8 )
Ja, B/NERNAVE IERUN SRR S SRR DR 2 Kk R B R Sk A R, RIS R I T IR A X
AT, 20 B S S PR UL B R AR V) C R

5. B4

B2, BLSOHFZIEERY, #7> T2MD KRN & B pedifimE, a2 a2 R,
sy p AL 451 5 B e MRS TR DGR UKL — A, L “OFJOE” il ke 24 aE, ARNEEH
RIS MR A, BTEL, FRATBLZ NGRS T2DM JH I AR G e Jod AR 3 IO 7 DL K %28 B 40
I NTERR R IIBE T, T 7T REAE T2MD A HLERANIG T7 16 75 T B BRI
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