4474 FTREF 2018F 12 A% 47 %% 35 H

WE « BEERMZ  doi:10.3969/i. issn. 1671-8348. 2018. 35. 009
TR R AT & 9F 2 TUARIR RS RO 2503 £ R IR IR 5

0 FL kO FLAROFL.EpBt,TiEES EFRA
(1. ERHRTEIARERBELAF 611130;2. TRAERKREZWE S —ERFAZsE 400010;
J.EREAKXFHEILEERILEZRMER 400014;4, TRTHRKEARER 409600)

(FE] BH EiTstEEmHRIEmRFR(NAFLD) & 2 A Ame 2 56 Hwm B £ 848574
ReGhdh A RETRERE., Fik 2014 F1 A1 822016 %7 A1 BEAETRERRFHES —ER
A o st AHERR 6 57 69 NAFLD &5 2 &8 kg% 69 150 4] & & 69 16 R KA 34T = B 9 A7 . AR o 48 BB AL e 41 %
8 (HbAlc) . fig . fo )& 7& & & AKE E RS & & (LDL) F 3547 & & & R F o 6] B 649 5 R AR F 45 R #h =& 5 5 AT =
FTAREOTIRILEEED SR MITE RS ACEL4S 8 TS NAFLD 5 & 209 25, A4
tRRET G5BT R EREWRR S ARE IFHE AR, RIFH 5 A s RBa, 24N 150 4
BRI 52 ), AR 98 B, T B B F A H Z LMY SUNE KB K T Ak B E.
# F 453 494 A .DDP4 .GLP-1,% )& 25 ACEI,ARB.B-2 /R 7] 458 THRA B 50T £ NAF £
12 R LRI R R e xR T L, R (DRI A5 T4 % 577 3 & 3547 L2 % 4] 22 HbAlc,
AARAL S ALT)EAK; 257 B I . 435 . LDL 4% ; (2) & ) 4834 77 7 J& b3k . 38 57 & HbAlc.
PG RBAE TG R 86 HbAle BAK; O RR S AE AT K LA GRS HhEE XN A
HEU2.86 %) R A4 (24.24%) £ 5 e Me 2 4 4R % H 0 A 2 % (33. 3390 & A& A A (37.5%) F 1K, &
WMo At Ve R 2h 55 e e B 5F T RE 2506 97 M B AT 37 45 b 42 (3" =6. 063, P=0. 014) ; B 45 &5 B s 25 55 48 & 5
W fig W JE 25 34 77 PS5 T35 5 R 5 (52 =7. 391, P=0.007) ; (4) B4R 2 4 77 R 5 #7477 % (ACEL £ fe 45 B 40
) 2 g By BE4F 45 8 77 2 (P<<0. 05), £5i8 M4 2h 694 A 7T st s NAFLD & 5F 2 B4 KR & 5 %77 L&,
ACEL 45 & T # 4 H Z A 7T & 3F NAFLD &-5F 2 48 k0% 09 & 4 08 97 A 2K,

[E8A] FEBHEAE AT R B a7 e SR E4 R H 25 ;4588 M2 ;10T

(hEENSEE] R575.5 [XEkFRIZEG] A [XEHES] 1671-8348(2018)35-4474-05

Case-control study on drug therapy for nonalcoholic fatty liver disease complicating type 2 diabetes mellitus”
LIU Yan',ZHU Wei* ,ZHENG Dan® ,FENG Panpan® ,WANG Yunbing®** ,LI Zemin*4
(1. Department o f Gastroenterology ,Chengdu Municipal Fifth People’s Hospital
Chengdu,Sichuan 611130,China ;2. Department o f Hepatobiliary Surgery ,Second A f filiated Hospital
of Chongqing Medical University ,Chongging 400010,China;3. Department o f Child Health Care,
Af filiated Children’s Hospital of Chongging Medical University ,Chongqing 400014 ,China;
4. Pengshui County People’s Hospital ,Chongging 409600 ,China)

[Abstract] Objective To investigate the prognostic factors and therapeutic drugs for the patients with
nonalcoholic fatty liver disease (NAFLD) complicating type 2 diabetes mellitus (T2DM) to provide the evi-
dence for clinical treatment. Methods The clinical data of 150 patients with NAFLD complicating T2DM ad-
mitted to the endocrinology department of the Second Affiliated Hospital of Chongqing Medical University
from January 1,2014 to July 1,2016 were retrospectively analyzed. The differences in treating NAFLD were
compared among hypoglycemic agents,lipid—lowering drugs statins,antihypertensive drugs ACEI and calcium
antagonists from the indexes such as blood glucose, glaciated hemoglobin (HbAlc) , blood lipids, blood pres-
sure,albumin, LDL and the severity change of fatty liver determined by twice ultrasound results. This study
was divided into the two groups according to the severity of fatty liver after treatment and before treatment:
the patients with improvement as the case group and the patients without improvement as the control group.

A total of 150 cases were included,52 cases in the case group and 98 cases in the control group. The effects
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were compared between the case group and control group mainly from the use situation of hypoglycemic a-
gents insulin and insulin analogues, biguanides, glitazones, glinides, sulfonylureas, glucosidase inhibitors,
DDP4, GLP-1, antihypertensive drugs ACEI, ARB, - receptor blockers, calcium antagonists, lipid-lowering
drugs statins and fibrates. Results (1) The comparison of the indicators before treatment between the case
group and the control group: HbAlc and ALT were lower in the case group;after treatment:higher blood glu-
cose and lower LDL;(2) comparison before and after treatment in the case group: HbAlc and blood glucose
after treatment were increased ; comparison before and after treatment in the control group: HbAlc after treat-
ment was decreased; (3) the comparison of use situation of different drugs:the effective rate in the using anti-
hypertensive drugs group was 42. 86 % , which was higher than 24. 24 % in the non-use group;the effective rate
in the lipid—lowering drugs group was 33. 33% , which was lower than 37. 5% in the non—use group. The
comparison of improvement rate in treating fatty liver between hypoglycemic combined antihypertensive drugs
and hypoglycemic combined with lipid-lowering drugs (;* =6.063,P=0. 014) ; the comparison of improvement
rate in treating fatty liver between hypoglycemic combined with lipid-lowering drugs and hypoglycemic com-
bined with lipid-lowering antihypertensive drugs (y*=7.391,P=0.007);(4) the analysis of specific drug effi-
cacy:statins, ACEIs and calcium antagonists were effective in improving fatty liver (P<C0. 05). Conclusion

The use of hypoglycemic agents may be ineffective in the treatment of the patients with NAFLD complicating
T2DM. ACEI, calcium antagonists and statins are effective in the treatment of the patients with NAFLD com-

plicating T2DM.
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