A—k4 > A 1 ﬁ N N W W
%ﬂilzéﬁﬁ)g,ﬂ =N E MK ¥ ¥R Vol.43 No. 10
JOURNAL OF GUIZHOU MEDICAL UNIVERSITY 2018.10

GEMEIFRRMNRRABEBPSEEARERR
gt

éz{lgl:\l}iél’za ERF&%]‘Z’ E T‘;ELLI’Z, ?ﬁi%]’z’ g&%ﬁélj**

(1. B ERIRYS: HBET5 P SR SR TR S0 Es, oM St 5500255 2. St EERFRSE AdL DA =R TAE R EE, JiM
BB 550025)

(8 E] BiY: GEJEE RN FTRRAE R i b 25 5 TR S 00, T2 B BT R 9 ARJE i ih i IR T AR 1L s
PrBS I8 BT BB Bl o Fa ik LA 5t JH TR AR R 70 it e B3 DX Oy R 2 o, 4% iy P R BE 2 W AR M) (WS/T
211—2001 ) i 5 362 il 55 554, ¥ic B BB AR AR BE 43 A6 X A N4 (n = 81) TG R 832 (n =281) , Wb 3 41
o R MR EA (0 =97) PR EELL (n = 100) REFEMHPFL (n =84) s AHSATE T BRS3 X 45
Jd DX NHEAHIE 1Y) 63 44 T 28 55 2 o B SRy 0 HEUZL, SR FH A W A2 3 G D ) A 0 G 305 = 25 R L 97 o i i 5 2R 1
(TP) \HEH (ALB) HiH & H (PA) JHHKEEES (CHE) R PEBEIRES (ALP) (AR WA B 1 (y-GT) (2B R
(TBA) NRMRAIFE B (ALT) R RA MR AT BB (AST) KK A/G{H, IR B R, &R: 5%
WEZH E A, 98 X R A4 ALB & i i ZE R IR (P <0.05) , fifi i # 41 ALB TP & i Ml A/G W ERER(P <0.05),
TBA ALP 1 v-GT & 5 & T+ (P <0.05) s 5 X AR A4l Hede, i P 824 ALB TP & F1 A/G B AL (P
<0.05) ,TBA i ALP &4 3T} (P <0.05) ; PA .CHE (AST ALT & M7 421 [H] LU 3%, 22 R I B it B (P
>0.05) ; 5XF BRAUAA LE 5 X AR A2 M % o EE RS P BR 4 ALB 5 i W FEIR (P <0.05) 4% rp (EE B A
4l TP &M A/G B E AR TBA Fl ALP & i B 2 T (P <0.05) ,y-GT e b 4l W E T m (P <
0.05) ; 505X AEM AL Lok, R aph TR ALB S8 A/G 331K, TBA S8 B E T (P <0.05) , 5 A
R TP & B EFRL(P <0.05) , EEM R4 ALP & B ETHE (P <0.05) % X JEm A 4L IS TP .CHE
AST ALT ALP il v-GT ###5E 5 T X R4, f rp 25 88 3 1.7 TPLALB . A/G  ALP TBA .y-GT PA Fil AST #i5%
FTXTIRA . B8 LRAPIE 9 )T, BB iR o B X Y A v s D RE A T 4 A, B R R
TR FEARATIE L I PR IE H S5 15 .

[ RBBIR ] MAMs oy ; mhrha; IFIE; Afbdsan; i M

[hESZES] R599.9 [XHEFRIEAE] A [XEHHS] 1000-2707(2018)10-1163-06

DOI; 10. 19367/j. enki. 1000-2707. 2018. 10. 009

Liver Damage in Patients with Coal-burning Arsenism in Guizhou
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[ Abstract] Objective: To investigate the liver damage in patients with Coal-burning arsenic poisoning
of Yuzhang in Guizhou and analyze the changes of liver biochemical indexes in patients with arsenic
poisoning after 9 years of comprehensive prevention and control. Methods: Coal-burning arsenism area
in Yuzhang of Guizhou was selected for investigation. According to the Diagnostic Criteria for Endemic
Arsenism (WS/T 211 —2001), 362 cases of arsenic exposure were selected and divided into the non-
patient group(n =81) and the arsenism group(n =281) due to the degree of skin injury. The arsenic

poisoning group was subdivided into mild arsenism group (n =97), moderate arsenism group (n =
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100) and severe arsenism group (n =84). The control group of 63 non-arsenic exposed residents
whose living habits and economic conditions was similar to those in the endemic area. Serum total pro-
tein (TP ), albumin ( ALB), prealbumin ( PA), cholinesterase ( CHE),
(ALP), glutamine transferase (y -GT) and total bile acid (TBA) ,

the level of aspartate aminotransferase (aAST)and A/G value were detected in subjects fasting serum

alkaline phosphatase

alanine aminotransferase ( ALT) ,

of the morning by biochemical method, and the exceeding standard rate was calculated. Results: Com-
pared with the control group, the ALB content in the non-patient group was significantly lower than that
in the control group(P <0.05) ; the contents of ALB,TP and A / G were decreased significantly in ar-
senic poisoning group( P <0.05) ; the contents of TBA, ALP and y -GT were increased significantly
(P <0.05). Compared with the non-patient group, the content of ALB, TP and A / G were decreased
and the contents of TBA and ALP were increased
significantly (P <0.05). There was no significant difference in activity of PA, CHE, AST and ALT a-

mong different groups(P >0.05). Compared with the control group, the ALB content in non-patient,

significantly in arsenic poisoning group (P <0.05),

mild, moderate and severe arsenism group was decreased significantly( P <0.05). The contents of TP
and A/G were significantly decreased, and the contents of TBA and ALP were significantly increased
in mild, moderate and severe arsenic poisoning groups(P <0.05). v -GT was increased significantly
in moderate and severe arsenic poisoning groups( P <0.05). Compared with the non-patient group,
the ALB content and A/G in the arsenism group were decreased significantly, and TBA content was in-
creased significantly (P <0.05). The content of TP in moderate and severe arsenism group was signif-
icantly decreased( P <0.05), and the content of ALP in severe arsenism group was significantly in-
creased( P <0.05). The exceeding standard rates of serum TP, CHE, AST, ALT, ALP, TBA and v
-GT in non-patient group were higher than those in control group. The rates of TP, ALB, A/G, ALP,
TBA, v -GT, PA and AST in patients with arsenism were higher than those in the control group. Con-
clusion: After 9 years of comprehensive prevention and control, the liver function of non-arsenism pa-
tients in coal-burning arsenism areas in Guizhou is improved, but some indexes of arsenic poisoning

patients are still beyond the normal reference range of clinical practice.
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*1
Tab. 1
biochemical index of study object liver

R (n %)

40 A4S AR

The exceeding standard rate of serum

eI X HEZH AR AL AR

(n=63) (n=81) (n=281)
™ 0(0.00) 2(2.47) 4(1.42)
ALB 1(1.58) 0(0.00) 20(7.11)
AG 2(3.17) 1(1.23) 17(6.05)
PA 0(0.00) 0(0.00) 1(0.35)
CHE 0(0.00) 1(1.23) 0(0.00)
AST 1(1.58) 6(7.41)  27(9.61)
ALT 2(3.17) 4(4.94) 9(3.20)
ALP 3(4.76) 5(6.17) 28(9.96)
TBA 2(3.17) 3(3.70) 17(6.05)
v-GT 1(1.58) 5(6.17) 23(8.18)
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