*1E = J Med Res, May 2017, Vol. 46 No.5

g HR R T R VRS R T AT L — T 9 UK WL AW g 9 B A R W SR
32 %W*E PR A 56 B2 2 2 7k, 2014, 35(18) ; 2563 - 2564
10 Jiang CF, Shiau YC, Ng KW, et al. Serum inter — leukin — 6, tumor

W

=

£ % 3Lk
L Ty, R, B A VEBRIR AR R B AR [T ] T E G
T 2B PR 2 ,2004,16 (12) ;705 - 707
2 Maeda K, Hirota M, Ichihara A, et al. Applicability of disemina — ted

necrosis factor alpha and C - reactive protein in early prediction of se-
verity of acute pancreatitis[ J]. J Chin Med Assoc,2004,67 (9):
442 — 446

) . ) ) 11 Uhlmann D, Lauer H,Ser F,et al. Pathophysiological role of platelets
intravascular coagulation parameters in the asesment of the severity of

acute pancreatitis[ J|. Pancreas,2006,32(1) :87 =92

3 ABBES SR SRR R . SRR R 12 IR
(2014) [J]. h4ESMREAL K ,2015,53 (1) : 50 =53

4 Waldthaler A, Schutte K, Malfertheiner P. Causes and mechanisms
in acute pancreatitis[ J]. Dig Dis,2010,28(2) :364 - 372

and plateletsystem in acute pancreatitis[ J]. Microvasc Res,2008,76
(2):114 -123

12 Modrau IS, Floyd AK, Thorlacius O. The clinical value of procalcito-
nin in early assessment of acute pancreatitis[ J]. Am J Gastroenterol ,
2005,100(7) :1593 - 1597

5 Xu T, Cai Q. Prophylactic antibiotic treatment in acute necrotizing 13 Kisacik B, Tufan A, Kalyoneu U, et al. Mean platelet volume as an

inflammatory marker in ankylosing spondylitis and rheumatoid arthritis
[J]. Joint Bone Spine,2008,75(3) :291 —294

14 Albayrak Y, Albayrak A, Albayrak F, et al. Mean platelet volume:

pancreatitis; results from a meta — analysis[ J ]. Scand J Gastroen-
terol ,2008 ,43(10) :1249 - 1258

6  Eatock FC, Chong P, Menezes N, et al. A randomized study of naso-
A new predictor in confirming acute appendicitis diagnosis[ J]. Clin

gastric versus nasojejunal feeding in severe acute pancreatitis[ J]. Am
Appl Thromb Hemost,2011,17(4) :362 -366

J Gastroenterol ,2005,100(2) :432 —439
15 Lee WS, Kim TY. Is mean platelet volume a new predictor in confir-

7 Oria A, Cimmino D, Ocampo C, et al. Early endoscopic intervention
ming a diagnosis of acute appendicitis? [ J]. Clin Appl Thromb Hem-

versus early conservation management in patient with acute gallstone
ost,2011,17(6) :125 - 126

pancreatitis and biliopancreatic obstruction; a randomized clinical trial

% F 39 :2016 — 09 - 09
[J]. Ann Surg,2007,245(1) :10 - 17 st B )

(f& [ H 31 :2016 - 10 - 08)
8  Abdula A,Awla D,Hartman H,et al. Role of platelets in experimental

acute pancreatitis[ J]. Brit J Sur,2011,98(1) :93 —103

2 BIPERR A AIRE R EREAF S IS
AB 5 EE BB Y X B4R 1

B 4k % W O RER 8

O E B FI2 BERR (T2DM) GRS VIR U5 I (NAFLD ) 51 75 IB ARG i (S - CHE) fC R, ik BEHLIEIK
221 f4i] T2DM B K B34 3 & T2DM 4 3 NAFLD K4 9 NAFLD W2, 3 B AL 36 B[R] — i 303 424 1 TN SR AR A B3 206 4], 43
Sy EL gl NAFLD FIE B % B2 . BT B 2 A7 48 Wi f48 5 2h b WSk i 4025 (1 (HbALe) P ThBe (A8 .S — CHE Ay 4 I L
KR JE B B A A5 5 % T2DM (B H #4755 18 C AR 5 C KA e , I 11580 0 55 3R IR P48 2L (HOMA2 — IR) (9 & 3R 8O B2 48
B(HOMA2 - %S) JEl B 41 2 fit (HOMA2 - % B), &% DM & Jf NAFLD Fi8a4fi NAFLD A1y S - CHE /KF W 2 & T
T2DM K4 3 NAFLD 4 Fl 1E & X BEZH (P ¥ <0.01) ;B # T2DM F R IE K ,S - CHE (ALT .GGT TG . TC % C Jik & J5 C ik
KB T B AR Z Wi 5 (P <0.05 8% P <0.01) ;6 T2DM 4> A(S - CHE <89001U/L) .B(S - CHE =89001U/L) W 41 ,
B 41 (8 3% (1 BMI %I JF & 4> . L ALT AST .GGT TG . TC .LDL - C . HOMA2 - IR 5 F A 41, HOMA2 - % S {Ik F A 41 (P <0.05 5§
P <0.01) ; Pearson fii # 3¢ 43 #7 7R , 4% IE AR #% #0501 % #2 \HbAlc \FBG W47 & (&7 5K £ )5 ,S - CHE 5 HOMA2 - IR .BMI TG \TC
LDL - C  ALT .GGT /K2 IF A%, 5 HOMA2 - % S % (P <0.05 o P <0.01); Z k¥ | 948 B ~,S - CHE 5 TC,
HOMA2 - IR \ALT /KE R IEAM (R =0.281,P 1 <0.01), £ S - CHE By/KFE7E NAFLD 2 W] B3 &, i & & Jf NAFLD
B T2DM 3% S — CHE (/K FIFJCH &, S — CHE 7KV 348 5 B8 I i 198 5 28 K90 M i A8 Z5 L AR O , 5 ML I S — CHE 7] )
S T2DM £B 3 19 5 R ARBUA 1% B0 L KR I 10 NAFLD (9 % E o

YE# BAL:210000  BE 5t BERE R 2% 58 R B2 B 7 43 W R
HIRAEE BT, {54 : miacheng@ medmail. com. cn

- 140 -



s
Bao HSW *1Ee

BRI e 2017 455 H

KR 2 MBERHE  NRWEAF MODKEE AT B E AR
HESEE  R587.1 THARIRED A DOI 10.11969/j. issn. 1673-548X.2017. 05. 035

Relationships between Type 2 Diabetes, Nonalcoholic Fatty Liver Disease and Serum Cholinesterase Concentration. Zhou Xia, You Na,
Xu Jiarong, et al. Department of Endocrinology, The Second Affiliated Hospital of Nanjing Medical University, Jiangsu 210000, China
Abstract Objective To investigate the relationship between type 2 diabetes (T2DM) , nonalcoholic fatty liver disease (NAFLD)
and serum cholinesterase (S — CHE) concentration. Methods We randomly collected 221 cases of patients with type 2 diabetes, who
were divided into T2DM with NAFLD group and without NAFLD group. Meanwhile, 206 workers and retirees for physical examination
were selected and divided into simple NAFLD group and healthy control group. All of subjects underwent the examinations of pre — prandi-
al and 2 hour postprandial blood glucose, glycosylated hemoglobin, liver and kidney functions, S — CHE and abdominal ultrasound. T2DM
patients were carried the inspection of fasting and postprandial C peptide. The insulin resistance index (HOMA2 - IR) , insulin sensitivity
index (HOMA2 - % S) and pancreatic § - cell function (HOMA2 - % B) were calculated by HOMA2 — Calculator software. Results
S — CHE of T2DM patients with NAFLD and simple NAFLD group were obviously higher than that of diabetes unincorporated NAFLD and
healthy control group (both P <0.01). With the extension of T2DM duration, S - CHE, ALT, GGT, TG, TC, fasting ¢ — peptide, post-
prandial ¢ — peptide of T2DM patients declined gradually, age of that increased gradually (P <0.05 or P <0.01). T2DM patients were
divided into A(S - CHE <8900 IU/L) and B(S - CHE=8900 IU/L) groups. The BMI, percentage of fatty liver, ALT, AST, GGT,TG,
TC, LDL - C and HOMA2 - IR levels of T2DM patients in group B were higher than that of group A, HOMA2 - % S level was lower
than group A (P <0.05 or P <0.01). Adjusted for age, gender, the duration of T2DM, HbAlc, FBG, systolic pressure and diastolic
pressure, the Pearson correlation analysis indicated that S — CHE was positively correlated with HOMA2 - IR, BMI, TG, TC, LDL - C,
ALT, GGT and negatively correlated with HOMA2 - % S (P <0.05 or P <0.01). Multiple linear regression analysis also showed that
S — CHE was positively correlated with TC, HOMA2 — IR, ALT level (R*=0.281, both P<0.01). Conclusion The level of S - CHE
in NAFLD groups was increased significantly, but not in T2DM patients without NAFLD. The high concentration of S — CHE is closely re-

lated to fatty liver disease, dyslipidemia and insulin resistance. It is suggested that routine monitoring of serum cholinesterase activities

may reveal the condition of the insulin resistance and the onset of nonalcoholic fatty liver disease in T2DM patients.

Key words Type 2 diabetes mellitus; Fatty liver; Cholinesterase; Insulin resistance
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Ol A BT 1Y JF B e i A (il ULF > 110 wmol /L, 1fiL
HANAM ARG EmES I EEERER) ;4
Bt At >40 v/ J5 s @ 1A H AR T 52 i il AR 4K
W25 K & 25 I8 A (FBG) =6. Immol/L F
(80) 42 J5 2h M #% (2hPBG) =7. 8mmol/L F1 (&) # 1k
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RKPURJETEE(HOMA2 - % S) . [A] IRy, 00 Ffr A7 A A6
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2 8] b AR A ST AR A o K 36 23 A, 22 4 TR] Fe Rk
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0.01), T2DM &3 NAFLD 4 & %2508 C ik &5 2
/NEF CORK A K SF B 8 T T2DM K 4 JF NAFLD 44
(P<0.01,%1),
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2R A(14FE <T2DM JRFE <4 4F) \B(4 4F < T2DM ¥5
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WA R R BiE T2DM 2 FER B . C.D 208 &
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BK B 7K P Bl BEAR (P <0.05 3 P <0.01) ,A B 4
W, 27 Lg it 72 B HE#En S - CHE [ TC,
TCHmT AH, EZEREFEITFENL(F2),

FH HOMA2 - Calculator ¢ {433 HOMA2 - IR,
HOMA2 - % S, HOMA2 - % B, C Jik ¥ B2 {5 75 B Ky
0.2 ~3.5nmol/L,HERE C ik <0.2nmol/L ) T2DM £
H 15 B, 4 (1) 206 ) T2DM & 4 oh A (S -
CHE < 89001U/L) .B(S - CHE =89001U/L) W 41 , M
AR CTR AR AT L A5 AL, B 40 R 3 19 BMI g i i A 40
. . ALT ,AST .GGT . TC TG .LDL - C . HOMA2 - IR B
WS T A4, HOMA2 - % SR T A U, 2R AHG i1
B (P<0.055 P<0.01,%3),

LIS - CHE Sy N 728 &, & WAL 4R bRy A 2 &,
AT Pearson f #H 53 HT , 45 5 o A IE AR IE MRS
i \HbAlc FBG W4 Hs &7 5K £ J5 ,S — CHE 7K~
5 HOMA2 - IR %5 i C Jik .BMI,TG.TC ,LDL - C .
ALT .GGT 2 IEHMI X, 5 HOMA2 - % S B AHE(P <
0.05 3% P<0.01), HiBg BMIALT .GGT %5 £ )5,
S-CHE /K ¥ 5 HOMA2 - IR {3 2 E# % (R =
0.217,P <0.05,3 4),

Ll S - CHE > A48 &, HOMA2 — IR 25§ C Jik .
BMI TG . TC \LDL - C ALT .GGT Jy [ 28 &, HEBE 3L 4%
PEFe bR, 4T Z e B AL WA o b7, S5 R B ow L S -
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-E B

%1 T2DM &3 NAFLD(A).T2DM(B) .NAFLD(C) 5{# & B A

(D) MG R B RHLE [« £5,n(% )]

T H A4 B4 CH D# P
n( B/ o) 115(75/40) 106 (65/41) 98(63/35) 108 (63/45) >0.05
RS (%) 56.70 =11.41 57.15 +11.55 55.58 +12.55 54.42 +12.35 >0.05
T2DM J5F2 (4F) 8(12) 9(11) - - >0.05
BMI(kg/m?) 27.33 £3.65 24.53 +3.07 " 25.31£2.94* 22.77 £2.59 7% <0.01
T2DM K& (% ) 37.6 38.9 12.2+* 11.3** <0.01
MR (%) 58.3 56.5 34.3%% 10.4 7 <0.01
w5 AR (% ) 43.4 18.6° 29.8** 16.5%4 <0.01
Wi 45 i (mmHg) 134.12 £15.41 133.94 £14.30 133.44 £17. 64 123.70 £14.97 ** <0.01
£ 3K (mmHg) 83.63 +10.38 82.72 £9.30 82.31£12.72 75.65 +10.59 >0.05
FBG ( mmol/L) 9.25 +3.02 9.18 £3.27 5.40 £0.46** 5.26+0.39 % <0.01
HbAlc(% ) 8.83 +1.94 9.10 +2.24 5.6+0.32** 5.4+0.28*% <0.01
TC( mmol/L) 5.32+1.08 5.17 £1.03 5.41 +£0.83 5.22 £0.87 >0.05
TG ( mmol/L) 1.90(1.75) 1.13(0.83) " 1.86(1.40)" 1.13(0.74) ** <0.01
LDL - C(mmol/L) 2.95+0.74 2.88 +0.84 3.05 +0.62 2.92 £0.62 >0.05
HDL - C(mmol/L) 1.06(0.38) 1.19(0.36) * 1.28(0.34) " 1.50(0.41) ** <0.05
ALT(IU/L) 24(18) 16(8) * 22(6)* 17(9.5) "4 <0.01
AST(IU/L) 18(9) 17(7) 20(9) 20(6) >0.05
ALP(IU/L) 83.17 £23.45 80.39 +20.67 82.86 +17.34 78.31 +19.32 >0.05
GGT(IU/L) 31.5(31.75) 19(11.5) * 28(17.25)* 20(17) "4 <0.01
CHE(IU/L) 9588.76 +1161.88  8270.91 £1507.90*  9912.92 +1673.57"  8494.10 +1395.56 " * <0.01
258 C K (nmol/L) 0.97 £0.41 0.66 +0.39 " - - <0.01
4 J5 2h C fik (nmol/L) 2.16 +1.28 1.49 £1.07° - - <0.01
HAHE,"P<0.05;5 B4 E,*P<0.05;5 C 4 ILE,*P<0.05
F2 B T2DM EERERE D AMIGERFMELE [x25,0(% )]
i { A B4 C 2 D4 P
n( B/ o) 53(36/17) 54(35/19) 56(35/21) 58(34/24) >0.05
ER (L) 51.18 +11.84 56.17 £10.56 * 58.08 +9.97 64.06 +8.80 " <0.01
BMI(kg/m?) 26.67 £3.75 26.40 +4.24 25.93 +3.72 25.49 +2.84 >0.05
FBG ( mmol/L) 9.03 +3.04 9.39 +2.93 9.13 +3.25 9.46 +3.37 >0.05
HbAlc(% ) 8.65 +2.08 8.91 +1.87 9.08 +1.95 8.86 +1.57 >0.05
ALT(IU/L) 25.5(21.25) 22(15) 17(16.5) * 16(7) ** <0.01
AST(IU/L) 17.5(10.5) 16(7) 17.5(7.5) 15(6.25) >0.05
ALP(IU/L) 82.90 +25.34 82.98 +21.09 81.46 £19.26 78.86 +22.23 >0.05
GGT(IU/L) 35(45.25) 27(29) 23.5(24.5) " 17(12) ** <0.05
TG( mmol/L) 1.67(1.55) 1.73(1.41) 1.59(1.47) 1.19(0.8)* <0.05
TC( mmol/L) 5.24+1.05 5.45 £1.25 5.19 +1.04 4.82 +1.32% <0.05
LDL - C ( mmol/L) 2.83 +0.69 2.87 £0.88 2.84+0.78 2.59 +0.90 >0.05
HDL - C (mmol/L) 1.12 £0.29 1.12 £0.24 1.24 £0.31 1.13 £0.27 >0.05
CHE(IU/L) 8860.91 +1909. 01 9551.31 +1737. 86 8824.96 £1718.03  8561.78 +1518. 14" <0.05
258 C K (nmol/L) 0.90 +0.47 0.92 +0.41 0.77 £0.43 0.66 £0.36** <0.05
4 J5 2h C ik (nmol/L) 2.12£1.57 2.03 £1.06 1.77 £1.22 1.36 £0.67"* <0.05
HAHEE, P<0.05;5 B A, P<0.05;5 CHHHE,*P<0.05
it i JEL 5 8 Ff ( serum cholinesterase, S — CHE) . & T T

JOEL P ik T 73 g P L R R e P L S 7
E‘@H%ﬁﬁa@@iﬁﬂlﬁﬁﬂﬁﬂiﬁa@i TR oA T A A
E‘Jﬂﬂﬁﬁé Bl 22 AR 2 floh 1B it , T R R AL K
P L, P T SR T T AL ik
ﬁa@ﬁ,I%Hﬂﬂ?ﬂEé‘ﬁEE%ﬁﬁ@]ﬂMﬁ*,tfﬁ/’ﬁﬂvﬂu‘i%

fift i 22

Jit Z. Tt JEL

U, T g A P T L2 7 7 T Ol 2L 3 ) B B L B IR A
S — CHE {1 Al Sz Bk 7T 40 Jfo 45 1 5

[9,10]
HH o

& A BE, OF 5 A0 e | I AR | BE 5 R K AT

X EANE A SIS R WL, YA e A2 4, n
e Az W AT REAG IR, BFIUE A2 A S i %, S - CHE /K

. 143 -



1t E * J Med Res,May 2017, Vol. 46 No.5
&3 LLS-CHE XF4 % A(S - CHE <8900 TU/L) | WX R 2, 2 bR R A LI 5T HR N A 4 R T R 1 IR B
B(S - CHE=8900 IU/L) P8 [ =5.0(%) I8 4 7 S ) 5 00 JFF 0 B 45405 T A 5 4 A
WH Adl B A [ A2 1 5 & TG I D s 45 00 (0 B W I fR 3 o DR e T L
B ) 64/39 65/38 W = h Bk 5 fh _
ER(F) 58.30 £12.14 55.53 £10.54 Ut ’%‘[ﬁjﬁﬂ?yj E 454 1 9 NAFL? B # S - CHE K
BMI(kg/m?) 25.27 +3.67 26.93 £3.54" B R . Pearson ¥R E.7~ ,S - CHE /K5
T2DM 5 8 (4F ) 7(7) 7(7.5) BMI ALT (AST .GGT .TC TG .LDL - C £ 8 i 1IE AH X,
e Wi I 43 ke (%) 38 677" 3 S S Sk A B R i 4 v — E
HbAlc(% ) 9.02 +2.09 8.92 +1.99 ﬁEﬁJXTTHﬁiféﬁﬁiﬁ&ﬂU§ﬁ,S CHE 5
FBG ( mmol/L) 9.24 +3.42 9.88 +3.52 TC TG A4k B H AR . Kk, Bg I iF 55 S - CHE
ALT(IU/L) 07151076 2459 512,55 K88 25 L350 T B 15 EC A 3 P 9 B o A £
AsTaL) e e S Ko MRITBR I £ U (B b, e A 3 AL i
ALP(IU/L) 79.27 £20.74 83.74 +23.00 ] )
coru) 2020) 25(25) - I A 8%, 5 R BAE 7 A R R, A
TC (mmol/L.) 4.52+1.06 5.39+1.16" W IE A B 5 R 5 BE B TR A RS L e Ah, S -
Hotmmel7L) e 2032228 0 CHE ¥ 1] DA A 1 482 24 4 36 BT 2 08 L% P, M 1T
HDL - C (mmol/L) 1.16 +0.32 1.17 +0.28 N L
DL oy s e 75 s o5 s0.70 > 90 IR I U £ LD D A L B 7 T A
HOMA2 - % B 58.74 £33.91 58.21 £40.28 R B A LM ) R R 2 W Y R B n Bl
HOMA2 - % S 60.17 £36.93 48.81 £25.82" BMI }I‘%Hﬂ‘,s—CHE ’fﬁ’f%‘lﬁlt%:mo [ﬂjﬂj,S—CHE
HOMA2 - IR 2.28+1.34 2.58+1.24"

5 A4 HE, P<0.05,* P<0.0l

®4 S-CHE 5&ANURIEIRK Pearson 10X 5731

i H R R, R,
HOMA2 - IR 0.316 0.242 " 0.196 "
HOMA2 - IR 0.316 " 0.242**

251 C Ak (nmol/L) 0.282" 0.230 **
BMI(kg/m?*) 0.184* 0.161"
TG ( mmol/L) 0.361 " 0.310 ™
TC(mmol/L) 0.417 " 0.337*

LDL - C (mmol/L) 0.270 ** 0.272"*
ALT(IU/L) 0.296 ** 0.229 "
GGT(IU/L) 0.225* 0.167 **

Ry BIFAE W MBI % 72 . HbALc \FBG W 45 J& \&F 5K JE )5, S -
CHE 5 W F5h5 19 AH 56 R A R, . #57H BMILALT GGT WK 5 S -
CHE 5 HOMA2 - 1R (WAHCH ¥ ; " P <0.05,™ P <0.01

x5 MS-CHEKEEARETENSTLERS TSR

TiH AR R PR AREREC p

o 5728.212  450.432 12.717  0.000
TC( mmol/L) 459.461 81.190 0.373  5.659  0.000
HOMA2 - IR 279.677 74.941 0.249  3.732  0.000
ALT/(TU/L) 21.110 8.034 0.174 2.627 0.009

R* (% R®) Wy b ifi: 2 %0 0.281(0.268)

R
AWFSE L H R, i A JC T2DM, NAFLD £ (i
S — CHE /K F # B &% & F 4t NAFLD 41, ifi Ogunkeye
2 L BURE G 15 4536, T2DM A 9 35 18 4 4 i 7 T 19
B3 CHE 7K -8 BAK FIC 8 Wi IF 19 T2DM J& 3% I 1E
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() 7K -] ADEAR R 7 i 2 A= i 3 JOE 2 g 1) ok
NAFLD J& 2 BUHE IR % 09 f& B B+, Bs W iF 5
T2DM [ A0 B & Rl B wE N EM" . T T2DM
B S - CHE By 724k i A 4, 3843 1R N A1 (9 0F 52 4
1, T2DM % S — CHE /K V-3 &, ELARHL I % K 18
B A5 9T R, S — CHE 7K S 38 w85 1 78 4 R s 1
il A JHE 1y R T e B, B Al B RS R Y S - CHE K
FEX A R RGN AR
IR, gl T2DM B S — CHE 7K 5 1F # % B4 [k
B, ESHTGEI S E L (P >0.05), 5 2 FALT XS
M2, PRt , 5 REAE SR B e 4 AR, WA R &
ToiAFH T2DM [ 35 S - CHE #4 & 451t .

i 6T T2DM 955 B2 (1 43 40 43 A T L&, T2DM
VI REE AR R R S - CHE A Ry 5 i fa3h b &
o AR — 20 Y SE A B B 3R RO AE O X REAR, S -
CHE ., ALT .GGT TG .TC .z5Ji§ C kI )5 2h C ki
KB AR, S - CHE 5 TG TC % 5 C ik iy 22 fk
A, FES R, S - CHE /K F- 42 5 A4 41 5
HOMA2 — IR B i 3 /& o Pearson { #H 3¢ 70 #7 45 2R W
N, HEBR T fg (BMI S mm A R 2 )5 ,S - CHE 5 5
RIMBUI R Y B IEMIC, J4h, 2 oot e 43
Bral A5 4, CHE 7K 5 TC (IR (ALT 2 I 3 9 iF A
Ko —LUi] S - CHE 5 fig Dy 6E | B & R %
PEMEBM LR, HiL,T2DM 5 S - CHE & & &
B T B RICPORES A b
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Caco -2 4= A= TG, X4 TG 7 A= 5 B it Wt 34
fn,S - CHE WIS Pk A Z 3w, st ], s -
CHE 1938 & JF A UAUE TG 1 & 2 30, 8 5 19 5 F K
oA K, RS FZ PR S - CHE ARk i L 2% 18 5]
LA JUASJ7 I8 JBE 5 AT A JBR ) R 4 i 3 &
3 8 R /0N P 200 T T B 3R B2 AR HS i S - CHE 11y
TR T I 2 R H i = N i g ( HST)
PETE B8 D5 s 5 B, i FRA 3 R, TS b
HE kA0 Wl A o 062 9 o 7= A= 3G &5 4 TR 5 R
MR D7 (LPL) 1% ) °F B %5 D) AH O, LPL 3 4 i B
AT R EOE & TG MY BE B 104 43 f AR s 2D, DT 14
i AgZEE"" . E, TG TC 1y £ K it £ 1 JIH 5
KW EA SR T S - CHE AKEM F Fh . X f#
BT AWESE AL T2DM #1301, Bl 2 IR 5 28 HK 4 19
#,S - CHE 7KV 1y 34 &, J5 W1 Bl & e 5 D) g i 117
PETR R, B2 5 2520 Wk 2, S — CHE 3% i [ 11X 4
P B ARG IR 91297 TAES, S — CHE N A it il
T2DM 835 g 105 I 9 2 A O, 3 W DA sz e fie B2 3R I
PLIAE B .

o5 Lk BRI SR A AR A S - CHE (9 3 &,
bR THFZIRE L AE Z= AL =2 46, S - CHE 5 T2DM () N
FERE R BB S S RICPUAH G, T2DM W1, Bk 5 &R
HEAT AT 8 5 1 A R 5 3R A2 R K S 5 i is AR
Bam S - CHE 3 ¥, Bfi# T2DM fifE i, ki B 4N
JIDI6E T RE,S - CHE JK P 2 R Rk, &
S — CHE By7K-F- AT DA Bl iy T2DM H 35 1 T 5 25 41K
Ui B0 A T2DM G & 1 By o g DL R B35
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