CEAIER 248 CRRRO ) 2011 4 55 3 4% 2% 4 1Y) it e 1

A =L — A AR AE AR TR YRR PR AT
T B ISR AR A

AT, AR, RAER, FAeM, X, TR (L WHLE ARG R AR Y
BE, dEW 442000; 2. WIAES ELPBERE, HIETT 442100)

WE: B HiFmiE (LS « S (NOY EARWDRE TR I LIPS (NAFLD) R b (¥ 1
Mo FiE 45012 FINAFLD S, MAEARIIFREEE 70 e e dl (A4 4l (BAD) . HEA
(CH) o FEFE2040 [F W AR R IE 3 X IRAL (DA o e AP A H i =8 (TG) .
M RE (TC) « NOKH,S/K V. &R AL By CAIH,S/K 40 (22,78 +3.23) pmol/L.  (17.98
+2.67) pmol/L. (12.57 +2.12) pumol/L, 5D4l (29.13 + 4.47) pmol/LAILLI W3 P, ZSHS
AR (A4LEDAIEE, P < 0.05; B. CALEDAILE, P < 0.01) . C4IH,S/KLTB4l, B

MHSKTALTAL, ZREGHHE L (P <005 « Av B. CALMNOAT-Z3H14 (4245 £6.12) pmol/L.
(54.77 £ 5.99) pmolL. (6923 £633) umol/L, 5D (29.23 + 3.97) pumol/LAHELIA &E ETl, 25
FHIFEX (P <0.01) . CANOKFETBAL, BAINOKFmTALL, EREHIIFEX (P <
0.05) - A. By CAITG/AK 4l (245+094) mmolL . (299+089) mmolL. (3.87+1.13) mmolL, 5D
4 (1.63 £ 0.24) mmol/LAALLI W 1TH, ZERAGUFREL (P < 001 o« CHATGK YT TBA,
BATG/K T FAA, ZFHGIEEN (P <005 o A. By CATCAKT4r41% (999 146 ) mmollL .
(10.13 +£1.99) mmol/L, (10.24 +2.21 ) mmol/L, 5Dl (5.44 + 0.78) mmol/LAHLLH &2 LT, %=
SR (P <0.01) « A, By CHETCKI LA, ZRLGi#mL (P> 0.05) . 4it
H,S. NO5NAFLD AR A KRFEMDE, ARIDRT IR NG W PR 5 5 TG IAH G o
KEEIR: MRWIIE, WOREME: BRALAL: RUREG . Tl =k
Changes on hydrogen sulfide and nitric oxide in plasma of patients with NAFLD
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Abstract: Objective To explore the effect of hydrogen sulfide (H,S) and nitric oxide (NO) in the morbidity
of nonalcoholic fatty liver disease (NAFLD). Methods Total of 45 patients with NAFLD were divided into
group A (mild group), group B (moderate group) and group C (severe group). Group D (20 cases) were
normal healthy person in the same period. Triglyceride (TG), total cholesterol (TC), NO and H,S were
detected. Results H,S levels in group A, B and C were (22.78 + 3.23) umol/L, (17.98 + 2.67) umol/L and
(12.57 £ 2.12) umol/L, respectively, which were significantly lower than group D (29.13 + 4.47) umol/L both
with significant differences (P << 0.05, P << 0.01). The differences were significant between group A, B and
C (P < 0.05). NO levels in group A, B and C were (42.45 + 6.12) umol/L, (54.77 = 5.99) umol/L and (69.23
+ 6.33) umol/L, respectively, which were significantly higher than group D (29.23 + 3.97) umol/L both with
significant differences (P << 0.01). There were significant differences between group A, group B and group
C (P < 0.05). TG levels in group A, B and C were (2.45 £+ 0.94)mmol/L, (2.99 + 0.89) mmol/L and (3.87 +
1.13) mmol/L, respectively, which were higher compared with group D (1.63 + 0.24) mmol/L with significant
differences (P < 0.01). The differences were significant between group A, B and C (P < 0.05). TC levels in
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group A, B and C were (9.99 + 1.46) mmol/L, (10.13 &+ 1.99) mmol/L and (10.24 & 2.21) mmol/L, respectively,
which were higher than group D (5.44 £ 0.78) mmol/L. The differences were statistically significant (P <
0.01). There was no difference between group A, B and C (P > 0.05). Conclusions H,S and NO were related

to the occurrence and development of NAFLD.
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