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 E:BHH R 2ABARBEAERTHDKA) S AL S8 C ALK G (hsCRP) 5 @ e B T 4 0 2 & ) B 69 &
Lo FiE 2 B DKA & F A % % 5 52 4] H WIS 4, xF BB AL H48 Be ik A A BE 30 4 , Nk )5 o Al 2 483t £ 49 hs-
CRP. & @ . (WBC) . & @ A% 6(1L-6) . & o A% 8(IL-8) i 3R B F o (TNF-o) . F#H % y(IFN-y), &R  WE@ME 5
A7 hs-CRP & WBC # 3 41 2 H & (P<0. 01,P<C0. 05) , % 57 5 #7457 T W) B F B (P<C0. 05) .42 57 J& hs-CRP & WBC 5§
2 BB AAR I £ F I Rt F & SL(P>0.05), WM& 57 87 1L-6, TNF-o, IL-8  IFN-y 5 s+ B0 8 B 91 & (P<0. 05), 36 57 & 1L-
6. IL-8 . IFN-y & TNF-a 223 /7 T ¥ ¥ B F K (P<C0.05), 124 57 )5 IL-6 . IL-8 . IFN-y & TNF-o 5 sf AL £ F R4 F & L
(P>>0.05), hs-CRP 5 1L-6 . 1L-8 ,IFN-y & TNF-o 2 E48 % (P<C0.05); WBC 5 IL-6,11.-8 2 iE 48 % (P<C0.05),/2 5 IFN-y &

TNF-o &9 248 % H(P>0.05), &g
R MRBITHEEM,
KB 2 AR BAERTAE; RBFE;
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A R 975 B AE BR P B (diabetic ketoacidosis, DKA) & ## FR Jik
JREMIERAEZ — %R A ZAETE A B AR ) AR IR
DG K RGN BRY BEY & A 2 F 8 DKA
T AR SRR SE I I PR B 5T B S Rl 92 36 K W], DKA R AEAE
A P AR IO S8 i A B ) R B2 400 I T NS S R g AR ]
SR AR N B oNS R RO o = Rl B e o et A
8 C M 1 (hs-CRP) J& (A 41 i A 2 6 (TL-6) %5 il ¥4 AT
A B SR 41 A5 10 0 R S G R TR A R
RAEE A AR RS EE XA 2011 4 1 & 2013
iF 1 AL FIRBE N R 2 BUBE PR & F DKA B35 iE 17
T hs-CRP J¢ IL-6 SE 400 B 7460 . & 76 7 % HAE s I A5k
Dl =
1 #RE5HZE
L1 — ek MRS A 201148 1 A %2 2013 45 1 A
Ii) 2 A< e g 12 19 2 BB PR DKA & e i35 52 fi), o B3
25 1,4 27 ] AEES AT ~76 %, -4 (58. 6 17, 3) & s Wi IR
AR 2~7 A, S IR 1999 4E WHO B IR 12 Wi K 43 B 4% i i
S W DKA 12 WK B UNT A5 i < 465 T 5« 1 35 bR B 1 4 5
FHAE s <o B s pH<C7. 355 4B 45 & 71 (CO.-CP) BRI,
JEYL WS BRI ARl A R & B R X 2R A6 B i 2 K A B R
SRR KEAFAE S R KT 37 C i HE R A0 B T v 5 00 R
R BT SR 45 R P . XTI 42k B 30 ] fk B A A A e, S 3
AEWS(57. 1418, 8) &, O IR 5 9 52 . 2 20 BF 9% X 52 7E 4F
W R B D T R R . 2 AT A B B A A
A IR IEERAEZE N SH AR, BF ARG T
VR M L 2 L W ST B R - A 25 L B B L AR T R A AR
I 103 95 1 A Ak S s 3R AT R 3 I R AT X RE S HRIA T AR .

1.2 Wigtdshs  hs-CRP, 41 (WBC) IL-6, (141 A % 8
(1L-8) s ¥R FE R F-a( TNF-o) . P ZE y(IFN-7),
1.2.1 hsCRP J WBC Wl WA A BEX 2097 7 Xk

Hs-CRP 5 IL-6.IL-8 IFN-y & TNF-o A 33765 48 X, A B) T 3 DKA & 5F B 4 & %

HHCREES
X EEARIRAD B
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I7 )5 GRS 5 52 185 T BRI & B i 35 3% B ) ik
H /Rl I ki 4 mL 4328 02 888 KBTS BUBER b Mk
AT I H BT R AR 5 PN IV 1k 30 min 5 0 L TBUIM I R A
i WBC I 52 5% 1 BM 860 Il AL 4% 3 47 I %€ » hs-CRP
A A 2 Orion 24 ) SR A 0TI 38 5 BB LG ph ik R A
T AL RS A H S5 7080E 4 [ 8l E AL 4r BT .

1.2.2 HMEFME R I BGIE 0 2  U 36 (ELISAD 145
I TL-6 ,IL-8  TNF-a, IFN-v, a0 By 2 30 ity 58 20 Al 32 43k, )
H A 56 A 36 Bk 5 B » 45 1 T S i IR U BT 3 AT O R IE 7E X
A RIS o

1.3 Zeitaeabm i SPSS 13. 0 84347 4834047, i &
PRI R T s R AL LU BOR T ¢ K50 5 7 BT R DL B 3
NS HIE SRR s, L P<<0.05 2 RAH ST L.

2 & £

2.1 W4l hs-CRP . WBC J& 41 il Al F 7K 7 2 4% o0 % WL 4%
HIGIT AT G K 4 B4 hs-CRP K WBC #4710 5E . WAL 418 97
Al hs-CRP }% WBC %4} I8 41 Bl | 7+ 5 (P<C0. 01, P<C0.05),
AT R BARYTRT B BT B (P<<0. 05) . {HiR YT J§ hs-CRP J¢
WBC # A4 B4 22 7 TG 3T = B L (P>>0.05) . X WA IE Y7
TG Fw B4 11-6 . 1L-8 ,IFN-y J% TNF-o #4752 . 44134
JT T 1L-6 .V TNF-o %5 %5 B8 21 B & A &5 (P<C0.05) , IL-8  IFN-y
Xt R4 bR 22 58 Gl 0 X (P<<0. 01, JA¥7 )5 IL-6.1L-
8 IFN-v Jz TNF-a 67 Bl ¥4 W] W T FE (P<<0.05), fHiA
J7J5 1L-6 . 1L-8 . IEN-y ¢ TNF-o 8 %F W41 L5 25 B G5 2%
B X (P>0.05), W1,

2.2 hs-CRP. I M5 40 H X 7 A1 56 M 43 81 438 hs-CRP,
WBC 541 i B 7 # 6t , 45 R 878 hs-CRP 5 IL-6,1L-8 ., IFN-
v & TNF-¢ £ 1F A5 (P<<0.05),WBC 5 1L-6,11L-8 i # IF4H
X% (P<C0.05) ,fH 5 IFN-y & TNF-a JGHH 1 (P>>0.05), W
%2, CR¥H 1
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*1 M4 Hs-CRP.WBC RAMEFAKEMUERFR (+s)

41 31 W] 7 HsCRP(mg/mL) WBC(X10°/L) IL-6(ng/mL) IL-8(ng/mL) IFN-y(ng/mL)  TNF-a(ng/mL)

W24 VBITRT 52 16.7343.94> 14,6842, 77" 45.48+10. 17" 49.68+7.16**  72.73+10.38**  189.35+25, 43"
WBITIE 52 1.5140.76% 11. 9341, 48% 27.3143.42% 21.2844.09% 26.84+7.64%%  103.65+18.41°7

xif 21 30 0.8540. 22 7.5041. 26 23.6643. 94 14.7243.57 18.76+3. 80 96.23+8.56

*:P<C0.05, " * ;P<C0.01, 5% BRAL L 4% 7 . P<C0. 05, 5 A7 A L4 .

x®2 Hs-CRP.ME M 5 M BEFRAXESH

i H 1L-6 IL-8 IFN-y TNF-«
Hs-CRP
r 0. 396 0. 382 0.417 0.375
P <20. 05 <20. 05 <20. 05 <20. 05
WBC
r 0. 354 0.212 0.169 0. 207
P <20. 05 <20. 05 =>0.05 =>0.05
3 i i

DKA BHRMAaEHLEZ— KAkt 5B EHE
AN BB b R v A G DT A P R - 25 AL L K
LR IR LS — R 90 A B O O AE AR A . R
R Y2 B DKA RA ) — A EZE A L [F B DKA 25
TR R . I T S BUR T )R R AR N 4 iR R
T2 (0 ZE L L I R 1 R R 5 B AT DL R B B HOR AS
HE— 25 GBS 5 o 5L M e RS I I 7K T R 1 B
RIMTASTR T o R BOHR A5 P 0 U8 2R 8 B IO T B A A L R A
B E ERE LIREVE LIRZED LS R AR SR
SV 43 WA 22 T) P AT 2 X 1 5 3R A 2 11 S A DT B
Jifi & ZE 4K i (insulin resistance, IR)M, 3 7 JE MR Y 5 DKA
ZIA BTG R . T hs-CRP J2& [z I 8% Ye 55 B 1A 458 493 119 A0k
fa b . R B TL-6 45 40 A B 7 22 18] T 8 14 D K I 4% 5 1% 92 9 &
A AL, {H hs-CRP 5 40 ¢ 40 6 8 8 25 W 0 5 17 38
AT — .

A WESE K B % W 2% IR 9T T S 2%t B4l hs-CRP K&
WBC #4707 ML AR Y7 AT hs-CRP & WBC %] IR 41 H W]
BFE BRI ERIGIT AT A B B R B B3R YT 5 hs CRP J¢
WBC # 4 B L3 28 5 LGt % B L (P>>0. 05) . X WLEE 4
WGIT A S St B4 TL-6 . 1L-8 \IFN-y J& TNF-o gE1710 52 , Wi 5%
HIHIT AT IL-6  TNF-o B¢ B B B T35, IL-8  IFN-y 4 % Iif
A BAME . W67 1L-6,1L-8 . IFN-y J% TNF-o %847 1
WA S T, HI597 5 1L-6,1L-8 . IFN-y & TNF-o 5 %f Id
H B, B RIS E X (P>0.05), 20#r hs-CRP,WBC 5
YA A 7 4R o6 ML 45 R B R hs-CRP 5 IL-6, IL-8,IFN-y K&
TNF-o S IEA3; WBC 5 11L-6 . 1L-8 £ IEAH 54 . {25 IFN-y &
TNF-o LA M . hs-CRP 9 7 Az J& iy T K P9 4l i B 7 116
0 e R i A R Ry Al R S A S BT (R X I AR
Al DA Sz B . M 8 1L-6 . 1L-8 \ IFN-y K TNF-o [ i i
A7 W, ATKE DKA G 318k 4 BT v B AR 56 1) 20 1 B 7 90 46 3k £ 7
ST, H RS 5 RIE RN R R B A

HEEOT s R S SR 9 S A A A T B A R D A A S 4T
WO B T M 40 . 2 3 TNF-o, IFN-y, IL-6. IL-8 1
A EOT i ek DR T B 7 A ST AR BE MK G 8 RN B 2 .
B 7% X 2% 1) 27 A TP AL X T IR AL B e i AR fp BT L

2% | fif %, hs-CRP 45 11-6,11.-8 ., IEN-y & TNF-q 7& /7 Bt
DKA £ I B YL 101697 Btk & J7 101 48 347 i AR 544 . 4 Bl T
DKA & 8 B H RV ROR AT Sh S W0 . % 1% 48 1 1l
WG AT L DA & 8 AR LA A SRR A L R A P 4
M I8 F AR Ak K e B2 T BE . B R AL S sk R AR AR I R T
e
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