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RIA method can detect blood concentration, calculation of pharmacokinetics parameters by using the DAS 2. 2 soft—
ware and SPSS 17. 0 for statistical analysis. Results Beagle’ s dogs were treated with test preparation and refer—
ence preparation following sc administration at the dose of double dose. The main pharmacokinetic parameters of

test preparation(4 U) and reference preparation( 4 U) were as following: the elimination half-ife ( ¢,,,) was (4.52
+3.62) and (3.42 £2.97) h, the peak concentration ( C,,.) was (102.0 +41.8) and (94.3 £42.3) wU/ml,
the peak time (T, ) was (2.670 £0.651) and (3.000 +0.853) h, and the area under the concentration-time
curve ( AUC,_,) was (655 +£276) and (610 £197) pU/( ml * h) , individually. Respectively, the minimum
blood glucose levels ( C,,,) of the tested and referenced samples were ( 1.620 +0.335) and ( 1.530 +0.377)
mmol /L, and the T, ( time to reach minimumblood glucose level) was (3.83 +1.19) and (3.75 £1.42) h, re-
spectively. 8 U of the ¢,, was (3.36 £1.89) and (3.16 £1.62) h, the C,, was (135.0+£57.7) and (133.0 =
54.3) pU/ml, T, was (3.83 £1.27) and (3.750 £0.866) h, and the AUC,_, was (920 £274) and (941 +250)
wU/(ml * h) , individually. What’s more, the C,;,

(1.570 £0.281) mmol /L, respectively, and the T, was (6.33 £1.37) and (5.92 £1.68) h separately. Conclu—
®)

of the tested and referenced samples were (1. 590 +0. 355) and

sion Domestic insulin glargine injection and control agent ( Lantus™) has a bioequivalence.
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1.1 fRGIEE R AR BT RS, BEHR 2015 4F
1 1 ~2016 4F 11 A 7E& MBI N REE B iR i)
B2 Wiy T2DM 1 3 84 3], 50 G NE M IX A DU
Ji B HR 5 50 4], 2 34 5] AR 45 ~T76( 54.51 +

13.52) %o T2DM 5 M= HI5E bR fie IRt 5 Ak
11999 AEARUEL Wr, BIBE PR AEIR: 021Kk 2
B2 PRI E IR )R B BRI RS + BEAILIAL
BEi=11.1 mmol/L( 200 mg/dl) ; 5% %5 i5 Ifil ##( fasting
plasma glucose, FPG) 7K =7.0 mmol/L( 126 mg/
dl) 5 38 1 R A 4 0 A S G v, A AR T ) 2 h
HMLAE 7K =11. 1 mmol /L( 200 mg/dl) ; FiE JRAS HL A
o B, TRAES: M HARRR TIDM
K HAWAR M2 18 O AG: rh O A B ( NC2H)

104 5], Horp 55 58 3, 4 46 ], 4F-#% 44 ~75(51.25
+11.18) %o WRAlJo w53 o s, HE B JR R 2% s
SR IR P B B B T HERRO i B R A
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1.2 7k

1.2.1 BARAREMNGEE AR RS WER,

R H R AEFRPK AL E FPG 3 H [ 5 ( total choles—
terol , TC) . =k H i1 ( triacylglycerol , TG) Ik %% ¥ i
5 I AH[E 5 ( low density lipoprotein cholesterin, LDL—
C) . & % F B8 7& 1 IH [# 1 ( high density lipoprotein
cholesterol, HDL-C) ., % ] ELISA 50| € 23 I8 Il V5
Jige 5 2R 1 AR A AR AU e B R HKHTHE B ( homeostasis
model assessment of insulin resistance, HOMAHR) =

[FPG( mmol /L) x 23§ il i & & ( mU/L) ]/22.5,
I BT AT AF 5 X6 G 0 B e R TR 3 0R0K T 4R 2K
( body mass index, BMI) . [w] B 5 YA 45 & ( systolic
blood pressure, SBP) . &F 7K J& ( diastolic blood pres—
sure, DBP) , U] &[22 1] 78 16 A3 8 LA HE ( waiist/hip
ratio, WHR) .

1.2.2 RRASH & HBUTA AR 1§
Jik i 5 ml, 4 B4 ifn BRI ZH DNA /)N b 48 Bt R)
LI DNA R R Al O — BRG0P A Bk

JE 2 25 M ( polymerase chain reaction restriction frag—
ment length polymorphism , PCR-RFLP) 347 3E K 437U
Gy B, b i 51 ¥ ¥ Fl: 5°-CTCAGAGGAAGAG-
CAAGGGTAG3", FiiF 5% ¥ 5: 5°-CCTGGGTCAT-
CAGACTAGGG-3. DNA 7ELL T B & AF 4 4 35
AMEI: 94 °CAEPE 30 5,51 CIB &k 40 5,72 °C ZEfif
40 so P IGSERUE Y HEB9 PCR P4, i AR 14
WYIEE Mbo 11 7£ 37 “C R LR 3 h, B EI ™4 10
pl BT 2% P B IE MR BEIRE b H UK, SR B8 e
RGEMEIIL 7 Lo prali it o

1.3 Fitz4aE RS SPSS 16.0 #47
5387, NC 20 T2DM 20 11l R st LR Tt ST A
ENE L a0 el L A B TS R TR S IV o o
Hardy-Weinberg ~F-ffif 46 56 £ A i 1 44 A % 1, KC-
NQI1 rs2237892 RIS T2DM #H 4% Logistic
51U 1 OR {H( 95% CI) , P <0.05 FRZEFH G
PES-&

2 &R

2.1 KCNQI E[F rs2237892 i & FR $ll 4 Eg 5] B8 ik
B BRI P D X KCNQT JE Al rs2237892
NS IEATEEY) . FH 2% SR MG I F VK IR AT 4R
WE 1 Frs, o] L= Fp LR, 53 510 : TT 48 5546
AR 293 bp, CC B A= 4 4 JE PRI (72 +221)
bp,CT Z &L AY( 72 +221 +293) bp.
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1 PCR-RFLP # AR 4#7 KCNQI rs2237892 [ & 251t
M: DNA Maker( 100 ~500 bp) ; 1.2.5.6: CC HFA:4fi & Fe P A 4.
8: TT AR Fealif BLRAY; 3.7: CT 22 G 2L R 7Y: 9: B X 1R

2.2 FWH—MERLEE P4 E AR 5]
BMI.HDL-C .\ W A AR L3 25 5 oG i b 20 e
T2DM 41§ WHR. DBP. SBP. FPG. TC. TG+ LDL-C.
HbAlc il HOMAHR B i 25 F NC 2H( P <0.05) , L
=1,



* 112

IR EA KR FFIIR Acta Universitatis Medicinalis Anhui

2018 Jan;53(1)

Fx1 WHHA—BRERBIEE #3 rs2237892 ERFE A3t T2DM EHgH) Logistic [E])34347( n)
Wil T2DM( n =84) NC( n=104) PI Pl JER Y T2DM NC OR {E(95% CI) P1H
AEW( H x £5) 54.51+13.52  51.25+11.18  0.530 0.640 cc 34 57 - -
PER( B /40) 50/34 58/46 0.610 0.270 cT 42 36 1.44(1.06 ~1.95)  0.02
WHR( x £35) 0.91 £0.07 0.870.09 <0.050 3.950 TT 8 11 1.65(0.78 ~3.24)  0.18
BMI( kg/m?,x +5) 25.38 +5.81 2.33£4.33  0.390 1.450 CT+TT 50 47 1.36(0.72 ~2.61)  0.33
SBP( kPa,x +3) 16.39 £1.92 15.21+1.74  <0.050  4.390 CC+CT 76 93 1.61(0.76 ~3.47)  0.22
DBP( kPa,x £35) 10.00 =1.40 9.38+1.47 <0.050 3.820
R (n( %) ] 24( 60) 30(74) 0.970  0.002 _ - - . R
ﬁd@‘i [Tl( %) J 23( 61) 25( 79) 0.600 0.270 %ZIKJ%‘}EQE}E%/X ° 1&7\5 T2DM E/‘Jkﬁ*ﬂﬂiu Ifjj Z: H}i
L nl( %) ] 21(63) 9(95) 0.002  9.260 i, N 2SR BT B E S 2 —
FPG(mmol/L,x +s)  7.60+1.36 4.76£1.01  <0.050 5.800 KCNQ1 [R5 B2 B AR 2357 2008 4F 8 5
TC( mmol /L, x +35) 4.34+0.83 3.68+0.40  0.020 2.460 - . .

4 4 - v B A 5 A ==3n2s
TG( mmol/L,x +5) 2.23+1.25 1.70£0.41  0.040  2.250 LN AR AT ARG 5 T2DM [ A 45 1)
IDL-C(mmol/L,x +5) 2.78 £0.74 1.566£0.68  <0.050 4.170 AH O ) i 36 JE PR, KENQL i F 11pl5.5, &K &
HDL-C( mmol/L,x +5) 1.20 £0.38 1.18 +0. 14 0.880 0.160 404 120 bp,,ﬁ\lé}ﬁﬁ% El"] %EI“J %’i”f‘?@ﬁﬁﬁ, xﬁq
HOMAHR( x +5) 1.25 +0.24 1.06+0.08  0.020 2.630 s R
7 YH A0 1k b A1 N

HbAlc( % ,x +5) 9.25+1.07 5.49+£0.54 <0.050 8.330 KvLQTT, s A7 RSN K, AR 0 E 3l

2.3 Hardy-Weinberg EE&#I8 AT T2DM
ZHF0 NC 2H #E4T Hardy-Weinberg ~F- W) G F& 46 56,
NC 4H x> =0.943,P =0.331,T2DM 4 x* =2.018,P
=0. 155, M4k ABE x> =0. 143, P =0. 705, #4 Har—
dy-Weinberg P A , /R FEAK H 15A%F-A7 1Y E
I, BABHRICEM: . NC 41 CCLCTVTT JE R4 R 4
WA 54. 81% 34. 62% 10. 57% , C T 2545 3L R Ji %
Zr5HK 65.48% (34.52% . T2DM 4H CC.CT.TT #
PRI 243391 4y 40. 48% +50. 00% 9. 52% , C T “543i
SR AR 72, 12% 27, 88% o T 21 35 R 784 Ky
AL A B 2E T G2, R 2.

F2 12237892 HEEBMEMERSHIER (( %) ]

FEH Y T2DM NC Y H Pl
ce 34(40.48) 57(54.81)
cT 42(50.00) 36(34.62) 4.67  0.10
TT 8(9.52) 11(10.57)
C 110(72.12) 150( 65.48) Lo o017
T 58(27.88) 58(34.52)

2.4 KCNQI EF rs2237892 £ 5 T2DM 5
BRI TR R RS R,
¥ F Logistic [BIH43#7 w78, KCNQT 2 [A 1s2237892
CT JLH AL A T2DM (R4 CC 7 0. 44 f%( P
=0.02) ,TT.CT + TT & CC + CT #; CC & [H #I[a] f&
W R 22 R TG X, WK 3,

3 it

T2DM J2& phy BRJ58 At 1% I 22 3L AR A A AR =R
AL PR R SR AT MR 5 B 200 M 2y i e s

Ve B 2o M Al AR i ) B /R o Warth
et al ™ & B KCNQI 1 KCNEL % [ 75 /)N LI i 3
R 20 B AR A 3 s T i R ek L L e L R
MRS 38 T 22 Ml VR R R R Y 2 M T KT R )
e Ca®* | (A 18 A9 5 Al b, 17 9 3 /0N
SRUBE AR A1 73 10 240 L 1) 43 W6 D) g, 3X & W KCNQ1 3
TEJR S 250 AT Be L HE E2E -

TEAWEGE H, T2DM 41 F1 NC 41 76 47 % < 14 51
BMIHDL-C . W 48 AR 45 07 1 22 7 RSt &
X, 8K, T2DM 41 % 78 WHR. DBP. SBP. FPG. TC.
TG.LDL-C. HbAlc 1 HOMAR B & &5 F NC 4.
Turki et al " FBFSE % BUAE -+ B FL BT 7 A7 R v
rs2237892 CT FE[H A5 T2DM & KUK 34 w1 2 DIAH
K(OR=2.11, 95% CI: 1.25 ~3.53) ; Cui et al"”
ST AR H DR eG B g Lot R 3 1s2237892 £
JET S BE P GRS EE n T2DM (1) 5 J& , CT + TT %&
PRI T2DM () £ Iy 2 R 0 {5 Hu et al ' & 31
rs2237892 {ij 5, C & {51 K& K GBS 34 il T2DM 1) 5 Ja&
Yo BEAERIRFTE " G e e 2 5, % BB 5T 0
GONAN TR B AP, T BE rs2237892 5 T2DM [ AH ¢
PEAETE DI S Btk o S8 FREAE R4 IR — 2L,
AHIFSE F2 BT KA A X DU R R ARBFSEAE
A B b XU i s KCNQL JE A rs2237892 CT
LR AL A T2DM BB A CC ALY 1. 44 f%( OR =
1.44,95% CI: 1. 06 ~1.95) , J& T2DM () 5 Ji& 2L A
L,

g5 Lk, 78 & I s X DU A REH, KCNQT JE
rs2237892 CT F: [N A5 T2DM % 95 XU 38 hn
K I KCNQI mI g /& T2DM [ 5y Ik K 2z —. {3
AT AEAEA L, MFEA T BN, AT GE 23R IR 41
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Association between transcription KCNQ1 rs2237892
polymorphism and development of type 2 diabetes in Hefei

Chen Jianfeng,Pan Tianrong

( Dept of Endocrinology, The Second Affiliated Hospital of Anhui Medical University, Hefei 230601)

Abstract Objective 'To explore the relationship of KCNQI1 rs2237892 polymorphism with type 2 diabetes mellitus
( T2DM) in Hefei. Methods A total of 104 healthy individual( control group) and 84 patients with T2DM( T2DM
group) were enrolled. The rs2237892 polymorphism KCNQ1 gene was detected by PCR-RFLP. The genetype , allele
frequency , related clinical and biochemical data were compared between the two groups. Results There were no
significant differences in alleles or genotype frequencies of KCNQ1 rs2237892 gene among control group and T2DM
group. The result of Logistic regression analysis showed that the risk of T2DM in the subjects with CT genetype of
152237892 was 1. 44 times of those with CC genotype( OR =1.44,95% CI: 1.06 ~1.95,P =0.02) . Conclusion
KCNQ1 rs2237892 gene may be the susceptibility gene of T2DM in Hefei.
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