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Abstract

AIM: To compare the clinical characteristics,
prognosis and nursing intervention between pa-
tients with hepatogenic diabetes (HD) and those
with type 2 diabetes (T2DM).

METHODS: Sixty patients with hyperglycaemia
were divided into two groups: an HD group (n
= 30) and a T2DM group (n = 30). Oral glucose
tolerance test (OGTT) and glucose-stimulated in-
sulin release test were performed in all patients.
The levels of fasting blood glucose (FBG) and
glycosylated hemoglobin (HbAlc) were deter-
mined. All patients were given medical manage-
ment, hypoglycemic therapy and comprehen-
sive nursing intervention. BSL were compared
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between before and after nursing intervention.

RESULTS: FBG and HbAlc in the HD group
were significantly lower than those in the T2DM
group (7.8 mmol/L * 2.4 mmol/L vs 9.6 mmol/
L = 3.2 mmol/L, 0.065 + 0.017 vs 0.083 + 0.027,
t =1.017, 0.976; P = 0.002, 0.004). BSL in the HD
group at different time points (0, 30, 60, 120, 180
min) were all significantly lower than those in
the T2DM group (P < 0.05). Insulin and peptide
C levels in the HD group at different time points
(0, 30, 60, 120, 180 min) were all significantly
higher than those in the T2DM group (P < 0.05).
All patients were given medical management,
hypoglycemic therapy and comprehensive nurs-
ing intervention. BSL in both the HD group
and T2DM group were significantly lower after
intervention than before intervention (¢t = 2. 076,
1.872,2.301, 1.874; P = 0.003, 0.004, 0.002, 0.004).

CONCLUSION: Hyperinsulinemia is more obvi-
ous and BSL is controlled better in HD patients.
Comprehensive nursing intervention is condu-
cive to controlling BSL in both HD and T2DM
patients.

© 2014 Baishideng Publishing Group Inc. All rights
reserved.
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773%: HD & #3041 f2T2DM & %304 A 214
R, 5 AHD(306)) Ao 48 f g I A8 AL 20
(3017, #4034 BAT Ha i 3K Bk W By Fo A A
R, W M A S LT . B 4
T RAG T BAEiG T A AP R, i
& IR AP 22 FUAT )& 09 dn bE 42 ) oL

ZE R (1)HDZR % M f2.4%(7.8 mmol/L +2.4 mmol/
L) Ao g 40 o 41 & & 7K F(0.065 £0.017) 2 Z 1%
FTT2DM#E(9.6 mmol/L£3.2 mmol/L)#(0.083
+0.027), ZFH A% FEL(E = 1.017.
0.976, P =0.002. 0.004). HDZA %] &) #& & X 3
A-BFIE]LE(0. 30, 60, 120, 180 min)#9 fedE sk
3 B EIKTFTT2DMA, £ 7 H %t 3 & 3L
(39P<0.05); ()M By & B X 3o &0 18] 5.0
30, 60, 120, 180 min)#9k & % K-F & CrK
P32 %35 TFT2DMA, £ FHH %3 &L
(39P<0.05); 3)Fr AN & H LT AFE T .
Vb i I B AP 22T, HD25 T2DM 4]
I A BEA e 41 R G ARET A BT, £
A%t FENL(=2.076. 1.872. 2.301. 1.874,
P=0.003. 0.004. 0.002. 0.004).

£t HDBE G S G F o, oK%
44 FT2DM & % . 5 FTHDS T2DM & %, &
I NAHE T 87 9, FAeA A e BT
TR, 464% B & AEFE B L, 1A R —
WA,

© 014N DB B ERETERATAE.

REER: FFIRMERERR, 2B R, BAER EiR
I5; Chk; BB &

DRI AT 5 8 3 3 26 304] I IR 1 4 K S
(hepatic diabetes, HD) % % 15 30412 & 4% fk 7 (type
2 diabetes mellitus, T2DM) & #6915 R 54, &
I ZE A, B RLILER G, HEAEiXE(oral
glucose tolerance test) ¥ sz 4t L5t bb, HD4E.35 1K
TT2DM & # 41, 32 FHD & 4 & o df sk R A,
BT R S, X RA T AHDE X & T
PR 5% R B, 4 2 & A Ik, B AYHD & &
W I AL AR P I AR AT R W AL, A T o b b 7T A 2
4.
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JFF B A0 408 i R PR, DR % R BT S5 R 52 I
YA F I, AR AT R BCAHD!. HD LA i
T 5 W B RO R AE, FRE LR IR
RILSAQIT A E T 5 R 0 R, H AT 1k
FLRIR AL S BRI S5 U 32 ) 17 20 5 A4S 1
fiff. X6 7™ E RS 5 B0 v IR BB, IO K
55 RT Thfe s PIAH 5P, IR b 2 R R A 1 o
W BRIV EE, & IERESAF T B
JHF BB (A6 7 S5 R, T) NF 3508 4 3 3 245 . 3
IEAFREACH, INE T O AR E 7 AT IE &R
it 2B PR (type 2 diabetes mellitus,
T2DM) (5 B8 R S ANBE195% L |, SRR A
A . W F0 SRR, AR BN I T ik 0 5 ik R 4
R 2 X % B A P B — A i 5 2R 0 W B2 A
G 2K A2 955 7 U1 R 6 ) 5 B f 2E F AR A
I, 7847 7 RFHD A WG KRR, FHFEHHHD &
H 5 RN R B M ER R L. AR
58 73 B30 HD 5 304 T2DM AR 35 1 I AR B2 k),
T fEHDAT2D M KR 55, 4> HTHDAIT2DM
I PR32 BRFN T J5 1 22 5, B n st i R 4 8 6] 7
T IR 15 O %) R

1 SRIRSE

1.1 M4 BENLIEH2013-05/2014-057E HE 7 4 A
RERAEFBIAITFIHD. T2DM B %306, HD
HNIEFRME: ()G MBI s, R A 7R IR
T3 BT BRI R A 5 (2) Jo i PRI S A S0 B (3)
A 97 e R 2% BRI AR Ak S48 7 o SRR S A
PEUEHE; (4)FE IR 2 W7 5 19994 1 77 T A=
2H 2 (World Health Organization, WHO) X [E Br ¥
PRIRER LA ATHIBRAE; (5)HEERTEA L B LR
FFODR JR 25 12095 T 511 2 P 40 A R R Jit
BEIRIG. T2DMANIEFRHE: YT 5 WHO KA
DM 2 Witsifk.

1.2 7k

1.2.1 B ARFTAHHKE: T NEHBEZLTT
U RIE A, Il EE N D TOR, JRRR R
So. IRARERIL. GG A A R,

1.2.2 dn¥E, FodtE X2 (oral glucose tolerance
test, OGTT) Aok B & #A0R T T B # NPkt
VI TOGTT J 5 B HOR I, A 41 £
I R B 2= FICHK.

1.2.3 W R4 2 F 30 BFAE IR LS T ()03
Tl 45 T EF MR EH, GFEHDAT2DMAH
S 1RO EZe 0 715 1 A7 N AR 11
TR AR 2258 A8 30, A5 26 2 7 R A IR0 B,

WA LA
AR OME B R R
(hepatic diabetes,
HD) VA & oo 4% %
# 2] 45 A F BAK
H AR, R A
A ks R AL
BiEFARRT
JR B B B R
B A7 ok 2R
5 A T
J& o 48 35 ) B L
AL
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it — 4 4 4. ¢/min FOKFLLER. HD: B FR; T2DM: 280055,
B 1 HD{ES5T2DM{BOGTTSLIG R it iE) s M BN FE L. 14 -
HD: [FEHERSIRS; T2DM: 25, OGTT: B R, Ml
‘ 2 10}
BRI A6, QBRI IR & B Hq S0 R é 8l
EE S, H R GE, BRAH, EneEdE 2 6f y
. ®) = — HD?
B, R S AT AR S B R = B
W A R FET 24 R T 0 30 t/ﬁgm 120 180
KR IRE, ¥ B AR J i 25 R e A, 3
i 5 2 B, 3 G R AR AR IR S N5 (4)iB3hfR S: B 3 HDEAST2DMESHERCAUKFLLR. HD: FHEE
WU E BT E RIE D, B U RER g, o T2DM: 2RI
DA B I AV T A () TR R 45 T i P 0,004, 0.025. 0.002. 0.004. 0.001)E 1)
B BT H, 7 LRI B bk, R 2 B JBis vk )y H'Dé %sz;\Aéﬁﬂi:% ﬂx fi %'% HDQE'%
e, SHEHI L MR L, w2 TS TDREE SR EEAT B T
\ MR | N ~ S ~ N I 83
SRR DR g O 30, 00 12 150 miniR e
We TS, R E S g, gy T R TT2DMAL 2RSS R
W b AP S T e C¢ = 2581, 3.081, 2.776. 3.454, 260,P—
Vi, 12 ARG B34 H DS R A 1, 0-006s o.ooi 0.004. 0.001. 0.005)(2), HD
BT B R R AL Ry LTFTE DI R SE. HDALE R (0,
%, BEHTIES: R EE T 1eyis 30- 60, 120, 180 min) FJCHK K-35 12 3
B I 452-3 mols Ui B 2T 2B 1. FT2DMA, ZFIWH G125 (¢t = 3.543.
1.2.4 W6 RFTA S, Seb: AR (AR 3.760, 3.580, 4.632, 4.643, £ = 0.002.
B AR T ) 352014-05-3 1/E NI R 7t & . 0.002, 0.002, 0.001. 0.001)(1&3).
B2 4038 R FSPSS16.08 745114 2.3 HDZE 5 T2DMZA An 5% ih [ 2E A 37 32 5 o 4%
i iFE %R Mimean+SDE 7. FiZHia it =8 L ey #T1i)5, HDAMT2DMA S
BRI Student 7. P<O.0SZE AT SR . MBI 1L 21 8 KT B 7 0 5228 A,
ERBE G EE ().
2 BER
2.1 HD5 T2DM#E# &4 oL HDA % mps 3 THeE
(7.8 mmol/L+2.4 mmol/L)HUEL I 2T 85 (17KSF  FFIER U815 A o B AR i S ZE 3R 7, R 2 Fh
(0.065+0.017)3 L ZE(C T T2DMZ(9.6 mmol/L ¥R 7 Al AH A =223y, o2 2 AR e 1)
+3.2 mmol/L)F1(0.083+0.027), ZR¥A St EEHALS. BRIk 5w I AR AL
S =1.017. 0.976, 2 =0.002. 0.004). HD  XFPgk & T~ S5 4501 3 BOHE PRI S Pk N HD.
HOGTTHI A A0, 30, 60, 120 180 min)  IEPRIRIN LA S0, 6 227 0 it B 0 (I A ARRAIE
FA IR 7K T 15 55 25 A T T2DM A, % 7486 48t AW % 306 HD 4 5304 T2DM
SR (r=3.1631 2.224. 3.407. 3.112, 3231, EEMIGKER, KB ()2 PEIMMEE. HEA i
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WA R
AR BAMEA,

Baxi:l HbeRl ngFrEFme ME PE

HDZH EEMMFE(mmol/L)  7.800 + 2.400 5.000 + 2. 50 2.076 0.003
FEIZ &S 0.065+0.017 0.059+0.012  1.872 0.004

T2DMZE  =IEMI#E(mmol/L)  9.600 + 3.200 7.200+3. 11 2.301 0.002
L IIARES= 0.083 +0.027 0.071 +0.021 1.874 0.004

HD: FPBRIEFERRSR; T2DM: 27UEIRAR.

L OGTTSLLH IMUFE 1% Xt b, HDZHYY
X FT2DMAH, $#7xHD 2 & MR R AN 18,
Gyt Ve i A, FLER R T e 2 HD R i
TR 9 iR IR, 8 6 e IR, [RIIFHD
BELEVRYT I AR D) REAS BIVK ., AT IR
45 B 45l (2)H DA 1) B & K CIK/KFy
T T2DMA, 1] e 2 i & 3K 2 8 i AR
15 P A TR VT A M i H kb A T
RE 52 40 R0 JFE U R AR I 2 SE A A 2R, 5 30
5 2% 1) R AR Bk />, At A i i e 5 2
HH B e 2R R S R KT B N T 5
AN JE 2 239 15 3R 2 R0 H s F S s R
(RSEFN T AR, TS5 R & 2% S 6 3, 2>
o JBE B 2% A RE >, I R CIIRORT R ) ROk
P R AR, RIS I R & S C ik AT
REXTHDIZ W B — 8 M3 . TS =K
P B R S R R HD M) 32 R A,
() ImaE s AR BT FUS, HDZH 5 T2DMAL b
B0 BAR T AT 3 T TR, PR R R B
JRITR G EER BB AT B B 1’
R S 4 80 S P 0 R 24 4 R ) B R
ITBEREIRYT, R SEta A 2 BE e S DL B
Jei 2 HABE VT S g Ay B S, T DUt R
B R AN, e R AT

WEIN I, 3 IR H, 7RV 7 AR TR AR
&, P AR N, AT A B4R A IR R R YT
ORI H .

K2, HDETE 0 B BE A b H B0 5R & 254K
PR B F AR 5 0 5, R B A )t B 3%
HCHABTIRKRZ W, % FHDXT2DM &,
Breh T N EHATT K BEFEIRYT, A BN E
PR, AR AP G R R I O, (B A9 I R i
— T .
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