THPUALIK GRS 2= 4T LADA B TR B 240 MDD RE R 52

AWMEKRE,MBE, K B ERR RER (TREAFRTER, WE FH 475000)

HESES R5H87 XS A XEHS  1001-0408(2013)16-1488-03
DOI  10.6039/j.issn.1001-0408.2013.16.12

H OE A NN RAIEARE ERATL B A G % m s iom (LADA) & 2 & B s 6k 69 %ok, 75 ik ¥ 64 4] LA-
DA % F R A MK T EZEN 5 AL EHGTRA) fo i ARSI S A GEFA), SRAE UL TIESRE Z857 .85
L% H AR B E R T RS0 A E AR ALK AR . o R ENATT Fe N3 AN BB A 75 40 % 0GB R G
(HbAc) .= ML ik £ 2 (FINS) .75 g %) 48 51 77 )5 B %) & 2 h feHi A= C Ak, Yo 3R H M 5 B 20 163 645 47 (ACP./ABS::) B £ 4 4%
#35H (HOMA-IR), @R . 5470, BB A RIEMRH AL EFKE, BAEEL7/EHbACIE , 2 F L%t F &L
(P>0.05) ;75 97 21 % % ACP,,/ABS,, . FINS .HOMA-IR 3 25 2} FE 20 B F 7k & # A4 B H(P<0.01)., WABE LT PHAILA IR
BB G KA, G AR AR S £ B BE LADA & %0 5 B e e sh fe el v e B E R4 e 1R A

KERIR AR B G LR R B Ba bk E i

Effects of Xiaokang Pills Combined with Insulin on the Function of Pancreatic Islet B Cells in Patients
with Latent Autoimmune Diabetes Mellitus

LIU Li-jun,ZHANG Jian-jun,OU Yan-juan,ZHANG Tao,PANG Wu-yan, XU Ji-xiang(Huaihe Hospital of
Henan University, Henan Kaifeng 475000, China)

ABSTRACT OBIJECTIVE: To investigate the effects of Xiaokang pills combined with insulin on the function of pancreatic islet
B cells in patients with latent autoimmune diabetes mellitus in adults (LADA). METHODS: 64 LADA patients were randomly as-
signed into insulin group and Xiaokang pills combined with insulin group. Insulin group were treated with hypodermic injection of
insulin alone, and Xiaokang pills combined with insulin group received water decoction of Xiaokang pills orally on the basis of in-
sulin group. Before admission and 3 months later, fasting blood glucose, glycated hemoglobin (HbAc) , fasting blood insulin
(FINS), plasma glucose and C peptide at fasting and 2 hours after taking 75 g glucose were detected in 2 groups, and index of
pancreatic islet B cell function (ACP,/ABS.,), FINS and insulin resistance index (HOMA-IR) were compared between 2 groups.
RESULTS: Compared with before treatment, all the above-mentioned indexes were improved after treatment in both groups. There
was no statistical significance in HbA,c between 2 groups after treatment (P>0.05); ACP,,/ABS., of treatment group was im-
proved significantly, compared with control group (P<<0.01); FINS and HOMA-IR were dropped significantly in treatment group
(P<<0.01). There was no ADR in the treatment in 2 groups. CONCLUSION: Xiaokang pills combined with insulin could improve
the function of islet B-cell and reduce insulin resistance in LADA patients.
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HR AT 1999 A4 B T AR 21 4% G025 D1 23 il 2 B PRI 12 T
FRifEY 3122 SCHRE IS WbR e, A& 2 LR 4 2
W g B PR (DM 5 BRI 4E IS > 15 % 5 &5 6 4> N JCERAE 2%,
9 R P A 5 1A PN 2 RGO 8 0, T 4 2 R T
(GAD-Ab) fHE ; M S IR, & BAE FEEE . F
R R P B ALEC 7 200534 43y I 85 23 20 O] B R L
B B 20 (BYTH) o X IRZH 32490, B4 19461, Lok 134315
A 22~47 % SFF(33.50 + 7.18) B FEFE 1~T7 4E, F 3y
(4.42 £ 1.69)4F s R R F5 50 (BMI) 2 (22.93 + 2.16 )kg/m*, 4
7 A 32 ), 31k 20 B, Lot 12 5 AR R 21~48 %, T
(31.88 + 7.53) % ; g it 1~8 4, V44 (4.3 £ 2.5) 4 ; BMI N
(23.15 £ 2.10)kg/m*, WAL H —FORHLEL, 22 5 o412
B (P>0.05), A bk,

1.2 BT AE

WL AR A PR PRI R s o, B8 sy i o i
AR Al 2 2R IBYT 16T 4L R T T U AL A
B ZIRIT . WU 10 g B 16 g il 515 g 22T
10 g faFFHE 20 g GEW 10 g ML 15 g 24IH 10 g TR 10 g
FIAT10 g, =8 10 g FEAR 10 g 4R, £ K 157, i il B R
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TR B TR TR % 2 ULk P A 30R (FHE2 15 b A #] )
L MR 30 min BT RS ARG A RS LR 2 vk (Hi s 2s
RIS S 2 h 4% LU0, LB )R g (23 I Il A (FPG) 4+
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1/3 43, i Fo A 4 IUAFEAG 0 235 SR 0 R A R ) o, ke
W 2~4 U R M A, AL TT R A 3 H .
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IR & A ER PR U AR ARG B WAL

TEZD 2013455 24 45 16 1]
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IR =FPGxFINS/22.5, H 1 FPG H#.11 y mmol/L , FINS F.{ii Jy
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Tab 1 Comparison of blood glucose and HbA,c between 2

groups before and after treatment(mmol/L, X +s)

5 T R ) ] FPG 2hPG ABS,, HbAc, %
YA 32 JAIFET 10611380 20061321 9451173 944%138
WIFE  786£234%  1476+2.18°  593+1.58°  640+1.22°
BIFA 32 AJFET 10681348 20.01£299°  961+164°  9.67+1.33°
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Tab 2 Comparison of islet B cell function index between 2

groups before and after treatment(pg/L, X +s)

4151 n fi Il ECP PCP ACPy, ACP,,/ABS;,
WAL 32 IAJFET 0914002 195%020  1.07£0.22 0.11£0.04
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Tab 3 Comparison of FINS and HOMA-IR between 2
groups before and after treatment(mU/L, X £s)
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